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Endoplasmic reticulum stress and autophagy in HIV-1-associated neurocognitive disorders ------

Chen Xue,Zhang Tong,Zhang Yulin
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Very high baseline HIV viremia impairs efficacy of non-nucleoside reverse transcriptase
inhibitor-based ART: a long- term observation in treatment-naive patients
Chen Shuai,Cao Wei,Li Tai Sheng etc.
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Metagenomic sequencing seizes hold of a rare intrahepatic invader Aeromonas salmonicida: A case

yang yang,Zhang Yulin
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Incidence of Hypertension among Persons Living with HIV in China: A Multicenter Cohort Study

Guo Fuping,Fan Hongwei,Li Taisheng

ARG Gk 15 R G 5 1 2019 SRR 1 B & - - ERNINE): =N UNCE
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Altered N-/O-glycosylation sites on the receptor-binding domain(RBD) in COVID-19 are related to
coronavirus infection and pathogenesis. ---------------=-=----- wang shiwei,Xiao Fan,He Lingling etc.
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Su Bin,Moog Christiane,Lu Xiaofan etc.

NKG2C+ natural killer cell function improves the control of HBV replication in individuals with acute

HIV infection coinfected with HBV Song Ting,Li Li,Su Bin etc.

Anti-CD4 1gG associated with CD4+ T-cell recovery in acute HIV-infected individuals

Song Aixin,Li Zhen,Luo Zhenwu etc.
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The Disease Condition Severity Assessment Scale (DCSAS) contributes to assess patients’ disease

condition with COVID-19 in the same clinical classification

Zhao Lei,Zhao Peng,Zhang Dawei etc.
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=7k sPD-1 ATLATN 10 iR EiaiTR
IEBBHRKE HBsAg NIBZ R E

T B G U W SR R AR T 5, R 5, — ML AR/ T
AEHOR A — BE B

HE FEFMEIET-EA-1 (soluble programmed death-1, PD-1) #i\ A28 iyt it T 400
RO TS 5. LA PD-1 7RIS A2 sPD-1 nl g 540k PD-L1 AH
HAEH, BHRT CHmdsResE T 40Mp)Thaetk 2. TR B ERAMIE sPD-1 1E18 2 gmdt e
FRGE T I R Y6 P TR AN EL

FE WFFEAIN T M 2007 4= 3 HHFUEE] 2017 4F 3 AEALE RS — EhR 2 PUR 8 iR T7 1)
82 MEZHTHIE B . i ELISA {57 &AM M FE b i sPD-1 7K1, FH45 & A R B 1t
1753 HT o

LR W HBeAg FHTE 68 %1 HBeAg [T 14 & . B HIFI4F 1 h 36.81 %/, HBV
DNA Al ALT 4 7.65loglU/mL 1 161.0IU/mL. 47 4 853852 ETV 1697, 35 4 BE 2 ADV 5§
LDV R97. L2 HBsAg /K15 sPD-1 B i (p<0.05,r=-0.3) . #R#E 2018 4 AASLD
A1 2017 4 EASL BL K 2019 - Eg % A HBiiGTar, #7044 HBsAg<10001U/mL & SCNEURK
S HBsAg. 40T 10 fERET G B IA B KF HBsAg Gl R, ABFFAIN T 54 151,
WY, PURERZY), HBeAg P, —F N KA EM sPD-1>500pg/mL i#417 logistic [F])4
IHT. GERELR, HLW sPD-1>500pg/mL f& 10 FEHURTRIETT 45 B E A B MK /K T HBsAg 1
MM KR (OR=3.9, P<0.05) . #HFrELI] Ak IR AKF HBsAg [ 7 4 & A ok
Jff) 12 48, 63 &g 34 &4 R4 sPD-1 >500pg/mL ¥ NE /K sPD-1 41, T 29
2 BE KT sPD-1 . W2 MR A0, 45, HBeAg JRA, ALT, HBV DNA Fl
HBsAg /K TF#H BEMNG %2R (P>0.05) . EFESIERIREIL 44 4 BELERED 10 4
Ja 15 BEARK T HBsAg, 7K sPD-1 4 LA /AK P4 kA2 JL# T 5 (HR=2.94.P<0.001) .

G 45 RPRIMNTE sPD-1 5 HBsAg /K VB WA . FELR /K sPD-1 /&4 52 K WP
FVRIT I8 T Bk BB AR /KF HBSAg M TN R & . X 487R MiE sPD-1 a] LLE 18 2 i h
i AR ¥ 8 () T 2 4 2 A 0
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IR 3R & H B ER L N R SR Im R R M [RIE 4

X5 BT R LT LR T L RN L AR e
LMW NNRER 2 ML+ T2 K&

HE R ARHLIX 30 (AIDS) 5 Il 22 R 3 B B G R I PR e R S, odR sz Wik
PR pb i .

g RTINS NN REEPE 143 5] AIDS £ il iR B gs (8 S AU IR EYEl (BALF) RiRi42
IREFE AT IS S FEDES 5, HHT HIGRES 5 .

R 143 B BH B 11541, otk 28 17, “FIYER (42.3+1.00 %5 KK 1164 (81.1%) , IF
W RGREIR EEALRE: W (72.7% ) . %K (58.0% ) . 4T (41.3% ) ; TEHESLKEFHA
. AYIMEPEIL (36.4%) , HAMTE (12.6%) , U0 (76.2%) , Ifil/MUKIFE (20.3%)
K HBEERE (GM) REFATE (44.8%) ; CDAY ¥ 22 (9.3, 60.8) cells/ul, Hr 118
il (82.5%) /T 100 cells/ul; 3 CT F9 EEAFE: MUMTRIEEY (79.7%) , B BUK
( 30.8%), Mk aifii-k (31.5%) , iSRRI (8.4%) ; BEHIHEEIRITGIE MElrs
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124 %1 (86.7%) , JiTBALHiBEakIET: 19 6] (13.3%) . L% EF] 143 PRLIREHE, %5E il
FH)E 56 #k (39.2%) . L/RJEFEWIRE (TM) 37 ¥k (25.9%) . HFHE/E 22 ¥k (15.4%) . Hifih
W JE 28 Pk (19.6%) . MIEE = EF AR E (24 #O . BihE (8 ¥ M MhE (7
W s HEBEICMAFEEZES KR « BAEENERETE (5 3 HALE B =1 a5
FfE (7 8 « WERE (6 ) , HRE. mERS (% 3 o ARZREER BB EET
COA M THEC AL Ccells/ul) MEREMRIK K N: HHJE (53.5) « HEE (245) . HihEE
(22) & TM (15) (P<0.05) ; CD4*<50 cells/ul i, LA /REIEHIRE A E (89.2%) ;
CD4* >50 cells/pl v}, DIE&HEEEZ (45.5%) .

W JARHIX AIDS RS 2R B G R R AR, HOR I 2R, DL TM AR &
NE, HEESAE CDATHEUEK.
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kiR B E PR & FHE R IR FES S 24

PINERZE, i B, KA 55 R RS, TV, 5 R L, B R R 22, 7 vk
T AL P AR R A0

B BRERER PRI 2 & A% o bR B B e i il v, SO 2 B LA AL, (R0 T 3 A
HP S R TR i 28 A T A% A B 28 T 78 R 2

Jrig RIS H 2015 45 01 A £ 2018 4F 12 A _Bilg i A4 P AR AR A Ol 1 3860 & Bk
RPN 28 R 3 178 5, MR IR RIS RRER I R 2 5 6 A NIFIS W i 4¢3 7
i o

GER N IR 178 BIHATS B ER R P S 58 B v i g AR ER R PR 28 27 15 AR — B AT
ANBE s, TRk BaiThis N ARG R i 13 . 3L 7 190 B T e i 48 3 5 A 1tk i s
R, Hokh 2 NG HCE R P S5 0 BB #IZ, IR 5 B A R RIR R RIS 0
AR AR A 8 DA S AR AL S5 L T2 . B PURRERE R Piasiziayr, H 6 fl B E e R
JaEENAEE, 1 PIFERZERIN G 180 KIET:. S5R% 1M ki 4 41 8 2 NPt 1 VBB 2 0 i Vi
UAEEL. A ST 5 B i 2H B X i A 2H A S 2 s U R 2 5 PR A B i 4 G
BRMPEF LG e L ER] ;. WEMRE 2 B 16I7 b R A e plsos, 25 Rl %
PG 24 L2 KRR AR 2 R R AR T i & 24, (HER LS ER
o BRER B MO R 48 Y6 T I 0 VR B R B 15 97 S B 2 I TR TRD R, 002 i i 58 4 ABL~F- P - Bl
BBk eI 48 3, (HX M ZER LG = .

58 SRR B B or AH, SCRER R R TR BRI A IR 5 i 2 S R AR 2 3.93% (7/178) . A
TP 28 B3, LRRER TR i v R85 77 [ 1 T B AL R T B Al R R v o 28 S, (B EiR = 57
BIEG3 . TEIRIREE R b, 7 BA IR 2 SR B WRPRAE TS 1 5, AUlT- 5 ol i s ¢ = 5
2R B, HPEHAREEB . WRBEBIARRB A 7 6153, HBUSEEUR R
SEAAT . WA SRS T BT KR AR R BB AL DL T AR



PERFRE+REENER. REFRXFEARARI WL

OR-004
BiZzmpalr #EREAENCEF CCR2 1 CX3CR1
£ HIV-1 EHBSERRPREAT AR

SRR, PR 7K SR, M/ NI TRAK R R R SR 58, XS24k, XA B, 5K
HAREE RS IR b B 2 BE B

B HIV-1 &3 d e CON SR TE R AL P AE S . Rk N1 CCR2 A1 CX3CR1 £
I BLAZ S S (R SRR B A ), JF L, A A AN AN R W AR R 3 T AN R ) s AR

FAAZ AN M 2 T B R IE CCR2, HuAZ 41 g v [A] U A AR 28 L 3 = L3R I8 CX3CR1. £ HIV-1
AR e, FUZ A R T 4L R 7 CCR2 A1 CX3CR1 KBS G 7. T fif CCR2 Al
CX3CR1 zshZ454k, 4 BT 18 B HAE HIV-1 A1/ s 5 B e v i S e AL

FiE ARFRILGIN HIV-1 FI/EHGEE R e 4L 146 44, k@ TAb 5 2R PRIMO GRS . 4%
TGRS AR RS B2 PR ERIT, B LR BREE SN 6 4: 2 HIV-1 BY4 (AHI,

n=34) , 189 HIV-1 &4 ARIEI74H (CHI+ART-, n=25) , 181k HIV-1 &Y G974 (CHI+ART+,
n=24) , MEEREA (RPR, n=17) , 18V HIV-1 Y RiETT &Y (CHI+RPR+ART-,
n=16) , 8¢ HIV-1 EECIEIT A& M4 (CHI+RPR+ART+, n=30) . It4h, FRATMEAF
HRfIE D 23 AAERRULECH HIV-1 M55 53 R AT A N B N REX IRZH(HCs, n=23). HI4if
YAy (1) 5 R0 WU BRAZ A — N A P 3R TR0 R CCR2 Al CX3CR1 R IA T I -

GER HIV-1 M/ et , & IR CCR2 il CX3CR1 R A M R A T2k, £ AHI.

CHI+ART-. CHI+ART+. RPR+. CHI+RPR+ART-#1 CHI+RPR+ART+4H, %41 2 # iy
CCR2 KXW EALT HCs A, MmifEsZanfurh a v &I, AHI 44 CCR2 Fikm T CHI+ART-
. CHI+ART+f1 HCs 4. 5 CCR2 7E ¥4 =MW B H R IETE A, 7E AHI. CHI+ART-,

CHI+ART+., RPR+. CHI+RPR+ART-fll CHI+RPR+ART+%41, CX3CR1 7EHi%Z 40 sy,
PR, JEL M EEHRIAHE ST HCs 4, HAE CHI+ART+AHNEKIAE T CHI+RPR+ART+
H; JFH, CX3CR1 7&HAZ4N M e B E S U RE R IE, CHI+ART+AH M E T CHI+ART-
7M.

G50 HIV-1 F/SFE e, BN R4 W RE CCR2 IIERIA PRI R T B 41 I i B A1 L
ThReZ 4. HREREAEHEL TR CX3CRL RIAMTHE AT AL 5 4 & SO0 S SFE G . HTH
FHIEHEARRF R AN EE R, S EWURE A %% RGME ARG G i i g, #EIe s HIv-1 852
BIT A IR R, AR S S 8 RE R NAR T AE & I R B . FRA T 7S R BN
HIV-1 F1/atg 85 B R 4 T CCR2 1 CX3CRL [ S HLHIRE 78 4 1 35 (R0 A A3 10 2
fittho

OR-005
FWARFRAHEUNSEARSH

T 1, po s 22 K T
1. rp RS — R B 2. Kb B — PR e

HE) XTATRES| ARSI BT B A A I 2 Bl R R 34T 04T, R FORE 0o B3 A5 18] 250 7 R4 A b it
Eaj=Al!

ik LUREE 2015 4 12 H-2017 4 1 AR =HER I T2 AT EE R — TR, LG ERaE
SRR A VERE, AFEERE . M. HCV RS, HFhaE. FFE FibroScan faillgs 5, [FRF LA
B G HE B LIS E. IR BITIENETR, S &P 2= A b
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2 KA T e e - (liver stiffness measurement, LSM) ¥4 LSM>5=14.6kPa [f] \i% A %41
LSM<14.6kPa NI B . XA EEFER. MWHl. WiE. BERE. Eh. w7 EnsEs oits
FRiFEATECRE, RN UREIR R SCL-90 (Self-reportinginventory) s g & filuC 3R b i i34 T
WAL, DAZIRZE logistic BIVA4HT A BLAT 2 B E FFAF 4L BRI R, ot RER . HREE.
OB R R AE AF b ik A A A AH S 1k

LR 1LEMEEEREIECH 718 #, BBl 362/356, TRV 19~84 ¥, PR N
(47.67+12.07) %, Hr 612 HIEREKF LR, BEH 1b B 5 69.8% (427/612) . 2 Bk
2.9% (18/612) . 3 Ay 9.4% (58/612) . 6 M5 15.3% (94/612) , FAREFEY Y 9.5%
(34/359) . HRAREGLH 63.2% (227/359) . Wi @AY 17.5% (63/359) . kst X
YRR 4.7% (17/359) . WEIEPEIEHEM A 2.5% (9/359) , KFIhAERH M5 86.5%
(621/718) , HHUWHEEIRIT LML 27.9% (200/718)

2. 225 B T FFRE P (liver stiffness measurement, LSM) , Ak A4 88 %, A
i B 2 137 #l. SR RIS A B EER . Rl BERE. K. . BT ER
HHYWEAREZES, P<0.05, AHBFENL4EEN SCL-90 P8 T B 41, P<0.05.
SAEW KT 45 &, Bk, FAEE T WM 20 £LL L. RPUFTIRYT. SCL-90 WormT
1.5 H SR TN I B AR b R R ST fE [ R &, P<0.05.

A EFEER SCL-90 HAR 8 LR T A A7 0B A 3 s NI R fAH 28 (P<<0.05) 5 Hi3E &
TR, APk R FoEME (P<0.05) ; SEERBE, EREET L AmPAE T H i
& (P<0.05) ; VPl Elk s, W F150E (P<0.05) ; EFEMN. &5k, 45
W FERE . RN EREER AL, ERAERBERRE OHEERITGHE X (P>
0.05) .

g5 AT 2000 BRI I TIUS 52 22 R IR 2R RS2

OR-006
715 Bl HIV A B T S SR ERF K EREEZ WA RIRTT

B A, RER, 2R K AL i AR e, 2RI, 2R T AR R
I E YAUNH S

B BRI HIV BEE & 08 Lot 50 ) IE R A S s R 5% .

Frid K HIV BHE B 8 ot (E#S 18~40 &, TLEFRHEM . MLt B g LR S5E) B #h IS I
FZACE, A HT AT RERZ M HL KT A DGR 2

ZEE L 715 ) HIV IR REE R0 L (HIV BEEELD GINIFTT, PLREBHEEZARRG T 152 41 HIV H
PEAEE R L AF AT IE CRIRZD , L 30 % Sy TE4l: 18~30 % fl 30~40 %, AN[EIE4L1A] EL i 4
BTG 2R (P>0.05) . HIV BHME 18~30 % 4R 31~40 % WAL AMH /K450 5.8
(3.2, 10.6) ng/ml #1 3.5 (1.8, 7.0) ng/ml, FIFMHERTEHE (Z=-6.27, P=0.00) ; HIV
PEXTHEZE 18~30 % WAL 31~40 & WAL AMH /KF4r 514 7.4 (4.2, 10.0) ng/ml 5 3.8 (2.4,
6.4) ng/ml, RIEHEWAES TG4 (Z=-4.78, P=0.00) . {H HIV BHIEA HIV IPEZ % 18~30 %
1 31~40 % P MERY B AMH Ko AT L, KRR E 2] (2=-1.39, P=0.16; Z=-0.61,
P=0.54) . [A— AN HIV [EHEFERE L, AMELHEZ ART, ART M2/, 8244
ART 7%, HIV-1 RNA /KF-. CD4*/KF-F1 CD4*/CD8*IL A, ART J5 CD4*il-%1f CD4* /CD8*Ll
s EFb, Hinig AMH KCEA KA B850 (P {HI>0.05) .

g% HIV BT R M ART J5 U HR3RkAE R e E R ee = g, H AMH Kl s HIV I E
W LA
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OR-007
2019 S EIFTE IR R B it 2B IR e B | & B8] 3k R
RAEVERRIRABEMRR

PSR EE L LRI 2, AMET I 3 BDEE Lok L RS LRk LEHEYT LI LA S LBOR LA LR R
S AR 35K T
L AR AR IR AL 5 22 BE e 2. AL R BRI PR B2 572 Bt 3. A1 B K S Bl R AF R 15 27
A ARBE ALK A AL 5 2 LR e [ SRS 1o B B i ARCIE 7 F o BE B SrORS o P iG BE S 00
5. b AR AR A A i DR S a2 B O

B 2019 45 5 B el R 2l 28 AT PR, Ak B — M IR RSN 51 H RS # {8 B ik
WA BT B, WA D AL e IR0 23 i 28 0] 5 52 52 M N UK A (g JE s (W I 9 DU R ks ARTE
FUB FEVEA A ] 334005 7 2R e PR B I 48 8 A T I 55 ek Sk B A8 i 2 1O BREE BRI

Fig TR IR R A A A R, A FU I IR Ok A E 25 AN 0GR B e B INAE
R, WEETHFRANOG . LR AR FERE L SRR T 8 AL e DR s 2 i 48 AN
RGNS . T oM £ It Logit BB RY ST 5700 30 B 25 SR O 7 TR0 (R 3%

GER AT T EEURER T N FH S5 T 638 4 MSM HIV i, Hohf 444 LRI, 141 4
ML K 53 A H At MSM. Hrh 62.5%[ /4% (399/638) H K=& UL L], 54.5%1)&K
e (348/638) RINEHE T HBEIAE (CDA+T WREL4HAE >500/uD) . #t COVID-19 I i
H, 7.8% (50/638) [f] MSM HIV #&4v3 FRAEIX JE HIA COVID-19 /&Y, 77.4% (494/638) [
MSM HIV /&4 7£ COVID-19 MEIZRFPUR T 2590 H X, 68.2% (435/638) (1) MSM HIV &4
FIOARRMBEY . HUODF BRGNS, 30.9% MSM HIV &4 & A MAEEIR, 14.7%0H) MSM
HIV B E A BRI, 11.1%0 MSM HIV B3 FHEIRIRS, 44.2%[1) MSM HIV B4 A N
FEAR o ASHIT 7T s S AR 1 IR R AL 45 COVID-19 MR FUw 2 25 ] Je bt (eIt 3R15 25 M RE s 15
ZRRATAMAR XU 5 AR RS B AR E R A TR (FERY >40 % LA COVID-19 HiiE#A
Foe 1) TAE e B PR R R 5 ARERIGEZIA R 28 TAERSL (COVID-19 AR Fae i T
VERENS 0 3 PR RAR RS 5 XTI 5, FHVE AR R (I R BE U5 2 B2 3 BB IR, T
Th ) 92 B 522 e % PRI L UG

50 P SO R, R T BRI BRI 2 AT BATE],  RRAMAEE . AR REAE . SR HRE AN
FHSRE I R e . 8 D) 35 BR BUCO FE T i i, YF2 NGO HZWRm N BUF B, KRBT AN
Jit 5 B MRS 27 DU B2 254 DA R 26 BRI B FE B HIV IR E I e bl BBk A LT
AR TR, R BRSNS ) Tt A B 55 A N BT A FE TLAE fE AL

OR-008
HIV/AIDS BE& MEERESENDFEINKENEXERZAR

RIRER R, 2R v, 2R S, B B, B, B 5 R, 2B R
Hh R R 22 R e A Bl A R g

B T M2 Aol i S 2R 9T 1 HIVIAIDS B3 i S IUAE 544 75 3h7K P (A ek

i AR M EREEE2 ) 306 1] HIVIAIDS it 47 A, R — BB R ER. Eirik hiss)
AT IR A A, EIRASI S A E R . = SR R E A AR SRR A .

G AW LG R A3 58.50%, o Hb i IE [ B IUAE K AR 2R 5.56%, ey HY Y = IR ILE AR
% 20.59%, ik HDL-C IfIfiE KA N 35.2%, iz T H EIE AIDS A NG5 R AR ANFEHE
S ERE AR INE NSRS T ZE R (P=0.014) ; BYEMAE T % K AERMER S ETH#E
P, LHEEFHFLALSWFE NG RE RAERER; ZHRENER: & E E S 8 025
(P=0.041) . 4E# (P=0.008) AT IR FE = (P=0.004) LLIEAKF13Esh4r %0 (P=0.019) ¥J4H

5
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K HIM =ERIMEN S BMI (P=0.002) FGYTHT CD4 48X{d (P=0.048) #H>%; ik HDL-C Ifi
JEH BMI (P=0.010) . 1A J13Esh4r %0 (P=0.046) KJAJ7 AT CD4 46%H{H (P=0.043) #H3%; A&
SH 5 BMI (P=0.002) %,

G R E AT SORERIRIT I HIVIAIDS B4 AR /K - 54EE . BMILL JRITHT CD4 ZaxHE K
WGBS AKCFE DI G . PN 53 A PSR AL RERR SRR M, S8 B s 3 I8, A
I/ e P I R R A

OR-009

MR ERHREETA HIV/AIDS BESMNE I CDA+T SHkEZAA,
CD4+/CD8+LEt {8, CD4+/CD25hi/CD127lowT ZHEEEY 20

1, A 2 5 R e, W R 5B
UK R B e

B VRN A A SR BT (HAART) X HIV/AIDS 351 R 140 & 1. CDAT s
YHfil. CD4*/CD8*LL{H. CD4*/CD25M/CD127'o 5P T 2 i i) 52

J¥E T 2018 4 10 A% 2019 4 12 A, BA 70 F{E R PR H R B Bi 2521297 1) HIVIAIDS &R
NS, WHh: ML HIV EGRNHB RATAER PR ERRIT N EE 28 B (WIEHIGIT4) , A
HIFH:% HAART, 7E3R97 0 (FE2k) . 3 H. 6 H. 9 A#E:AZBEVI; HAART JR9T 5 IR A 3
Hl ) HIVIAIDS B 42 5] (s e 36 19, s /RAEL 6 61D 5 {#EREFE AN 30 f (X
PR o UEEBFEIGREORE, A B ARSI/ FE I T AREAp, 5 25 Bt T geit 24407 .

GER YIMhVR T R4 E I CD3Y. CD4*. CD4*/CD25"/CD127°T 4ijiudaxtit4r. CD4*/CD8*
Eb{ti. CD4*T 40l 2r k. CD4*/CD25N/CD127'°%T 4Hfifl 5 CD3* [ 1 20 kb 24K T {5 Xt HE 41
(P<0.05) , CDS8*T 4 ffd | 4 btk B & = T fi B X B 41 (P<0.05) . #1UH 6 97 41 3 48,

CD4*/CD25"/CD127"°"T 4/l 5 CD4*T 40 ffd 44 11 % 2 1E A 5¢ (r=0.923, P<0.001) , 5
CD4*/CD8*HfH 2 IEAHE (r=0.741, P<0.001) , 5 HIV RNA JF#E#= LM% (r=-0.648,

P=0.000) . ¥JIKIAIT4HIE% HAART Jio, CDA'T 4HffiZaxtit#. CD4A'T 4 & 4r k. CD4*/CD8*
EbfE. CD4*/CD25"/CD127"oWT 4 ffu £} it- %M CD4*/CD25"/CD127"°%T 4Hfifd 5 CD3* 1 43 kb 15 FH
# HAART B [a] R EK T3 M, 10 CD8*T 4 70 b HAART HIREK M FEMR, 24k CD4*T 4f
J2>200 Mul {5 HIV/IAIDS 34, % HAART ¥697)5, 4h Il CD4*/CD25"/CD127"%T 4l ) <
g i RE 2 CD4*T<200 Mul # Kk (P=0.05) . HAARTS i, %y mE@E414M 1 CD3*.

CD4*. CD8*. CD4*/CD25"/CD127""T #iffaaxiiH4. CDA*T 4Hfd g 43 bt 55 fid e sy RE 4 ) 22 5 6
GiitaE L (P>0.05) , {H A B 441 CD4Y/CD8* LAt 45 fid FEX B 414k (P<0.05) &

258 HIV/IAIDS HiE4:52 HAART J5, 4ME I CD4+T 4Hffl. CD4+/CD25hi/CD127lowT 4 i /K-
[EFF, EHIRTIRE R 1EH, {H CDA+/CD8+LLAE AR A BE [0l 7 21 1F # /K F .
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OR-010
i X HIV/AIDS B8 <5 Bt BF s
KR TR FSHE R B ER R i

XUPHEE, ok
FETAIE PAR PR 0/ 2 BRI SR AR R O

HE T LigHX HIVIAIDS &35 kA AETAH SR D7 14 % (MAFLD) AT A A i T 3 5
T

FiE 6 Bl H AT TARKR SO T2ETI HIV &G 4787, S Fibroscan 6 H g
A (CAP) KAFEREEME (LSM) , [ERHHTHE IR, @8 C kMNEHA (hsCRP) | %
REIAE . SRS . B E . ARSI S sk 2 . ARy s 25 A A . MAFLD [1)
WG 2020 FAERNR A0 L X2 S5HIT AR SRR (MAFLD) 87 E SCRIFEIR .
tL# MAFLD 3 59 MAFLD B IR ARHIEZ S, R Logistic [F)H 51 MAFLD [fafs:
K. MR 1.1 VCACHERS . Al CD4 K, XF 21 f] HIV &3F MAFLD #&EF 21 ] HIV &
MAFLD % F 16S rRNA 347 17308 B HERS I o

ZER 361 ] HIV e HIJC B BTSRRI /T TR i AN 7, Horb MAFLD 83 125
%1 (34.63%) , NAFLD H# 136 % (37.67%) . HIV Ej¥E &I MAFLD HE# . ALT. Hili=
B, SHEEE . JRER. HOMA-IR (JES RILPUIRLED WM&, BB, .
CAP ¥ &% =T 9E MAFLD A#, HDL f&T3E MAFLD A% (P $<0.05) , 1fi hsCRP. CD it
HAEMA T REZR (P>0.05) . Spearman fHX70 T 7R, MAFLD &) CAP {5 LSM fik
WEIEMR (rs=0.349, P=0.0001) , Wi#E3E MAFLD 40 E EHIM: (rs=-0.0244, P>0.05) .
Logistic FIH TR, m7KFR ALT. SAHMEES, JRER. s b2 HIVIAIDS £3% k4 MAFLD
FIAh KBS R &R (P 15<0.05) M@ BT 27, MAFLD #:dF MAFLD 4045 Proteobacteria [
5 53 5 ) Fusobacteriota [f) & 2 P41

W =42 —0 HIVIAIDS 3% 43 MAFLD, 7B #EX T MAFLD TR % & e H S,

OR-011
VikmEETERESTIaRENEXMY (GEX)

- XIS
HABER RS M R AL R PR B

B Goit 30w WG PR B 4 1 B8 R 2 o R FH SRR 3R 22 TR 3R 20 W st S0t s 3 I PR o
P HIBIST. fG 5 DR 3R DL e B 25 it X098 )6 W A B 41T O B2

FriE kPR 2019 4F 1 HE 2020 4F 4 HIA], dbHiIzBER: 50 & W EnE RS, SRR
i+ SDI, FFMERIGAREHESRAR 03— A, WaER . RERLL W, A, CD4. Lk
R A58 o 1) R OB 2

ZEE Hof, RSP = 0.000). "MAH(P = 0.025). CD4 (P = 0.000). % #4F4EmE(P = 0.000)A!
JEARE B 2 FE (P = 0.000) -5 3C05% g WG R B W AHoC. 28, AEFRE(P = 0.623) MU & (P
= 0.520)5 LWL B3 10 PR 3 T 5 35 A e 1k

G Kz, TEZ TR G & A 55 R PR B 3 2 AR B o o, il e
WHHEAT x SR 2 R O 25 11 0 L R0 R b
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OR-012
RS EARBEESIEREBTHETIRREITMRER

TR 58
HAREE ALK IR b mU IR B B

WE BEE RSV RO BEER AL (AIDS) JURBEAMIGITIN 2N, AIDS & 7 dy CHGL W
N MR T TR, AIDS 3 R RO S PURFE S BHRT (HAART) Ja AU B 5
BUARNEYEE AT, EMEMO I PR 3 8 A2 RN R 2 8, HAART BRI R ACE (1 & 35 32
2R AREA W EM . A0 AID BEHEARIL IR ITHE S mRZH JATHSE . RAENLHA
KW i 1 I S5 7 T RO FE el — £Rik

OR-013
BA SR ERT RIEFEMES HIV BRRE/
Yiakm B E MR BRERNE N

AL AU 2,24 2 2K 2 IR E 2 BT 2T 2 ST 2
L T A R EE 2. M R 22 R /A R B

B SRR E HIV B0 (AIDS) BFEBLEPURTERTT (ART) J5 M2 HIV-1 %5 B¢ M 5E
(LLV, BB E 50~1000 cp/mD) XF¥A77 T Ja HISE .

Fiik UL 2015 4F 1 H&E 12 AR MW NANREREG 112852 ART @ik 1 4 HAF7E LLV 1
HIV B4 # /AIDS B3 N FU %, 8T LLV X JE4E 3 4 (2016 £ 2018 4F) HiliEEiGI7T N 5
1)

58 2015 4 ART Ff IS —4F B35 3t 5394 f51], A 176 %1 (3.3%) A F| LLV A5ifE, IGPREE
XA 137 BRI LLV 4, AR B 111 B Lot 26 B (el 4.3:1) , CFHER
(39.5+13.5) %. WILEH . F#S. HHHiR1E 1:1 UILE M HIV-1 /T 50 cp/ml &3 137 1 9%f
MR (PRI o PiZH ART RUSRZRIE N HIV ZEEE AR, AR (2015 ) CDATEI
Giit e LR (P {HI9>0.05) . BEVI=4E, LLV 42K AERERM (VL>1000 cp/mD
Ko B THIHIZH (10 vs 2, x2=5.578, P<<0.05) :; M4l CD4A*¥y b7, LE4it#ER (P
l$5>0.05) , {H LLV 4] CD4/CD8 LUfaHr&KT-#I4H (P {H39<<0.05) . tRIEHEEEW
LLV 45 3 N4 LLV-1 (50cp/mi~200cp/ml) 93 fi]; LLV-2 (200cp/mi~400cp/ml) 25 i,
LLV-3 (400~1000cp/ml) 19 #i. BEVF =4, LLV-1 WAERES KERESEN (P 6<0.05) ,
{H CDA* 4t 1T % % CD4*ICD8*LUAE FAHFEEE 5 HRPAS LLV AT E 25] (P>0.05) .

258 ART B —4EAE7E LLV B HIV BYEIAIDS B HA G KA R,  HAE DR
18, PeoRm RS .
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OR-014
SENEATENGERRRBEPHNREMITME: —HIHASE
. FEE. Zhl. EHEHYENHAR

fA] B4 L RRRB L 2, R AT 3, 3 4 BRI HE S, /5 vk 6 il == 7 NI 8,254 O, Tl 10, BdE 1L BE R 12, R el 1B XK
14 R ES 15,4596 16 T o 17 KT 18, MR 19, X R4 20, Fik NI 2, B B 22, AT 2%, Dannae Brown?4,Soe
Than?®,Barry Yeung?®,5k 5y ¥ 26 #2757k 26, 5kA8 A 27
LRARTE A PAEIRREE T Hots 2. R T A3t AR BT Rua ot
M RIEER M E VU BERE 4. KT8 NIRERE 5.0 M 28 )\ RER
6. LM AL AR L 78I 28 = N IEERE 8. 1 #F BBl R 2= Mt @ AL 54 & = Bt
9. =MLY T RHERE 10. KV 88— R P 11,75 i 85 )\ P 12 %8 M 17 55 /S & B
L3RBT SR /S NRBERE 14. 51 BH T A 3k A R0A ol 16,8 30l 28 B Fe
16. R B RANRER 17. 75 M5 LA RER 18. 77 [ R K b 8 25 — B P
19. BN = AN RER 20T BRI ERE 21, KET 5 NRERE 22. 6 7 P AR
2355 I ZE 5 K2 FE#EE 5% 24.ViiV Healthcare (JKH)IE) 25.ViiV Healthcare CEring)
26. B =R (FFED WEARAE 27 5 #ERK MR LR iz ER

Bl ARG EE (HIV) BB, MR & 2SR Hmier i £ahE L
T J& 75 e PRI T Hh 1 22 4k

Fii ZHEAONAE 2017 55 5 H & 2019 4F 11 AJFRM—TUFE. JEFHE LT E 2 vk
W, MNZREANCELIRIRAHE D —FZBRF AEESEENE). ZoPrPRANIEL HIV #il
FIVER RS, BAEH S 285 H 07 ZUERPUR SR EEIRIT . T 5 8 07 85 8% J5 T 1 76 77 11
MABHRE R IR L Gi0 . BRIk A BT RAHR S . LIS aEAREN, APHAARE
f, PEARFEME, ARFESERATT AW AR I 2 E SIS E SR (MedDRA)

ARG AT b

g2 i 1826 Bk £ & R i ia T sz E s, 1172 BIARTHE Y N AL 7E NS T 46
A Z B+, 654 HNEEPENAHESKITRHZ ST, PAAFER (QL,Q3) 37.0 (30.0,

48.0) %, B2 RE L KZH (88.0%) , TAHBITH K 479.34312.1 K. ZHEHE
(80.1%) fHZ B+ FHEE SR Wi T bRl i +hok ke /B il fthiE. 513 A (28.1%)

EANRFE, 96 N (5.3%) EEARFM, H 62 4] (3.4%) ARFAFM 11 FIEAR
i (0.6%) HBFFEE X NSRHZ B R TS, (WHFEER T —TifE22.0% (42 [2.3%)]) 1
wmERRA, ZHARFEM AR (60.0%, n=308/513) ZHF (24.2%, n=124/513) , ¥ %
B FMHRAREM (59.7%) CHIT 24Ut B, HRAREHFMANERE BAHIER 2
1% B . ABFFR I HRY 37 BISETREI, Hh 1 BAZ B RFHEE g e o it
59 N (3.2%) KIARFEMLIEGIT, 7 A (0.38%) S5iRHZER FMHK.

W WHEZ B RHERRIT T RIE HIV B EE W2 VT ORI, A E S 2 i B B = v
W2 U B R F 2 A R —3. BESe RS 5r, 28R FAE HIV B EEE R
A R I 52



WIOLHR FEEFLE+REBNER. RERFXZERARI

OR-015
—AE P ERITH EHEAYMESENARTEAS T S8
FHRTHARATARERIEHERERTHHASHE AR

TRARAS LXIMR 2 B0 AT 3 KRR 4 S N 53R A O (T R AR 7 VAN 8 FINE © BTE 10,2 RRN 1L R R AL 2 R 13,
WRIRLT 14 JEFAT 15, 254k 16 Bk % 17, Dannae Brown'8,Soe Than® Barry Yeung®®, 5k ¥y 20 F5 77 20
1. HBIE R R A b st bz BE e 2. BT 5 = N R EERBE 3.8 BT 28 BB
AN T /NERE 5. BT AL PAIRR A 6.5 M 58 R EE R
7 AT A S BANGREST 0 8. KETTEE /S A REERT 9. 8 #REE ALK 22 Mt 8 b i 2 = B
10.75 22T 45 )\ EE B 117k BHTT 46 75 N B ER: 12 7LV RHEE % 13,5 KT A4t BA Eyr fiaa o
14 WG RIE B RLR 2 B 3 28 TU BE Bt 15. 38 T ZE 2 K 2% #REE B 16. 2 B 8 15 oI T RLEE B
17 [E EERLR I 8 55 —BE BT 18.ViiV Healthcare  (JKFITL) 19.ViiV Healthcare  CGEring)
208 = E ST (RED BB ARAF

HH @ 3001 £ EEE AT BT R, W B R BN e . 6
& 2 B HF AT 7 R T B8 5 TR T SR E SR T A A b, RS St RO A
Ko

FiE AR 290, ETRE, ZE A S 2 B HB T T R si JEaTiE
B N o 25 e S TR AT 5T, 32l NI E O N R R sk fE i E (HIV) il B
P, WMHAED—FZERF (50mg/R) 15— E w58 3 S8 P00 8 29901 8 2 55 J5 TR (16
T % RAEHMEEREAEAREMRAER, MEARFEHRAER, UAZERFHIANARSE
fERAZER . GEitor BT 46 2 55 5 TR T 105 (1) HIV B GRAS FIVRIT 76 %

g8 it 1167 2 E iR (Hd 24 60y [EEPEECE EED) o P ALER A 290 ¥
(Q1,03:25.0,34.0) . JLit 87.0% (1015/1167) e AN 28 KIKFEE G AIT JTE, 4.6%
(54/1167) HEZFEZIETIEIT DT 28 K, 8.4%%CHURESATE. 2 ZREMHL BN B
B DR EAR T KR A/ B AR . 2.7% (31/1167) ZREF AR FHL LR, % 1. 3. 6
A H BB 52 50 87.6%, 63.1%A1 49.1%. 3t 158 A (13.5%) HIIAR M, Hrb 61
B (5.2%) ARFMFHFFFRE E NG L ERFEHL. RELFE LNARFL (24 [2.1%)
RAET22% M52 RE, HRARFMHNRERE<2%, ZHARFEM (87.3%) NEFE. ZEHHF
FHRIIA R EAOFRL, MRS, HERAERAM<2.0%, BHEZHCHRE, BOs T4
o R RN EARFEF. 78% (910/1167) 252 H 58 Ja Wby iR TT 32 (E0F 78 45 R 4% %2
[F7, fox 100% HIV A FIYE, H4x 22% (257/1167) Hki, TR 2GRS .
e Bt ST, MHSZBRHMRT AR T REETR, Son B R sz m

10



PERFRE+REENER. REFRXFEARARI WL

OR-016
Multi-center Echocardiographic Assessment of Chinese
HIV-Infected Adults Treated with Long-Term
Combination Antiretroviral Therapy

Ling Luo',Wei Cao?!,Wei Lv!,Zhengyin Liut,Huanling Wang?,Xinchao Liut,Yang Han',Zhifeng Qiu?,Xiaojing
Song?,Xiaoxia Lit,Yanling Li*,Menglian Zou*,Taoran Geng?,Ling Xu*,Yong Xiong?,Tielong Chen?,Yun He3,Huigin
Li4,Hanhui Ye!,Xue Lin®,Ligang Fang®,Taisheng Lit
1.Peking Union Medical College Hospital, Chinese Academy of Medical Sciences
2.Zhongnan Hospital of Wuhan University3.The third Hospital of Shenzhen4.Yunnan AIDS Care Center
5.Fuzhou Infectious Diseases Hospital affiliated with Fujian Medical University
6.Department of Cardiovascular Diseases, Peking Union Medical College Hospital, Chinese Academy of
Medical Sciences

Objective To assess the prevalence and risk factors of the cardiac dysfunction of the patients
received long-term combination antiretroviral therapy(cART) from the resource-limited settings
Methods The Chinese Long-Term Antiretroviral treatment (CLTA) study is a prospective,
multicenter cohort study of the co-morbidities in patients received long-term cART. We performed
echocardiographic assessment of 371 participants. We examined the prevalence of left
ventricular systolic dysfunction (LVSD), diastolic dysfunction (DD), pulmonary arterial
hypertension (PAH), and increased left ventricular mass (ILVM) and compare the data with that of
antiretroviral therapy(ART)-naive PLWH, PLWH received 48 weeks of cART and uninfected
controls.

Results Compared with ART naive PLWH, patients with long-term cART had a significantly
higher prevalence of DD (24.9% vs. 16.5%, P=0.011). Patients with long-term cART had a
significantly lower prevalence of LVSD (2.4% vs. 7.3%, P<0.001) and a significant lower
prevalence of ILVM (6.8% vs. 11.1%, P=0.048). Compared with PLWH received 48 weeks of
CART, patients with long-term cART had a significantly lower prevalence of LVSD (2.4% vs. 9.8%,
P<0.001) and a lower prevalence of ILVM (6.8% vs.15.6%, P<0.001). Compared with uninfected
controls, patients with long-term cART had a significantly higher prevalence of DD (24.9% vs.
7.4%, P=0.011). In logistic regression analysis, HIV-RNA were significantly associated with
higher prevalence of LVSD and age and lower HDL-C were significantly with higher prevalence of
DD.

Conclusions The prevalence of LVSD of patients with long-term cART was significantly lower
than ART-naive PLWH and was not significantly different from uninfected controls. HIV-RNA was
positively significantly associated with LVSD. Age and lower HDL-C were significantly with
increased prevalence of DD.

OR-017
COVID-19 #X14FF i1 Rls R4 = B 3 TS R 20

FESER, BUE R, Wk 3, 7k 5 Aok, 5k
AR RS M R AL U 22 R B

B #7> SARS-CoV-2 BEFIERThEe T E, FATE M COVID-19 AH &M T4 473 I I AR 55
S ESRIIERiA

Fik Bt B AT E A AR I R AL R 2 R B WGR ) 103 B2 COVID-19 1Rt
B, NN 20204 1 H 20 HE 3 H 21 H, #FI¥% RT-PCR 112, S5 E 2020 4
5H 18 H. i EMRATH S ANO%., IGRERI. SK58 = S5 (AE Dhaetsil). 25909677
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ERERT AL A . FFDhRe = e AN RIR L 2. RARIR LN SR 2/ — e
FEo

£ (1) 103 ] COVID-19 {EFi 3 FHER N (51.1+19.3) %, HHM: 45§ (43.7%) ,
HHEAIGE 41 6] (39.8%) , MWRIERIFIZEIHAIN N 5.0 (0~14) K. (2) ZWiHIiRER
W 734 (70.8%) , HA NFERSA/ERFThAe o 48 19 (46.6%) . FFIRESH B E BIE R
Z T 4t (52.1% vs 23.3%, P=0.008), HFE# K K (552+17.7 ¥ vs 41.2+19.6 %,
P=0.001) . (3) ATIhfE R BEE (46.6% vs 20.0%, P=0.012) M IFULHHME (31.5% vs
10.3%, P=0.027) RILFHE, KAFFLEMFEFELK (8.315.7 K vs 5.1+4.2 Kk, P=0.006) . I
AE S B MR M S E AR (1.08+0.61 vs 1.49+0.66, P=0.003) , C & A KFE &
(40.84+43.90 vs 13.02+17.64, P=0.001) , IMiENLEF/KF. B/hERELZ. PR, WL EAK
P AT IhREIE W i (P<0.05) . (4) PidlEg NBeni iRz giit 25, Fahe
WEBEABENAPER. PURE GEVLIFHAFAFER . &, FthaoR) khzg Chkzi, o+
T WS ThREIE R B MR LS it E £ R (P>0.05) . (5) FFIhResH EE A E ICU ¥
Ll B8 (16.4% vs 0%, P=0.018) , “FI(EREHf A FE K (17.2¢13.6 K vs 11.7+4.4 K,
P=0.036) , AR LB LSt %2+ (89.0% vs 100%, P=0.059) .

g0 AL =52 ZRK COVID-19 EFEAF/ERThRE R, A1 NEER M, BHESIHt
ROEHA, HARGER MK, HE2HHEEL, HARESERIRIT AWK,

OR-018
HIV SR E 37 BIBES BT 9 Hh

SOBIF BOCAT B, EH A 5 B, SR T
IR AR X R R

B PRI HIV BUARA G E #4558, NGRS R IR -

i 2019 4F 1 H~2020 4F 6 HTE) P RE R B2 1 37 6 HIV JUARAH & & 1l R 7R3 T
B, M EZWANGIT R, GG R .

GEEL 37 ] HIV HiikIfi S, BRFARE AT E, Zid i8Ry SR, Ese 21 4
N OHIV G, 15 B8 HIV DA e, 1 BIREZ. 21 ] HIVIAIDS Hi &Pl 11
B, JCREAR 10 Bl 13 BT THURERIRIT, BESE CDATT E4ife Pyt & 234/mms, JiE
#1% 92.31%.

g0 PRI RS E HIV BRI R ET77:, PUAAHES HIVIAIDS 2Witlhn 7 e, K pE
Vi AT B UE RIS BUZ R, A Fe W, RR TSR AR .

OR-019
HIV B S A RERTHR A B AR R -
—RRGLRRNZZE S

SRR LK LR LKL LR R L RE 2 e
LEHREE BRI R AL 5T 22 BE B 2.7 B K2 s R e

B 200 TG (PrEP)& tH 5t DA 4Unm ZUESE i — Bl 208 HIV TR 751, AERNERT HIV G

B NI T HIV J5i5H)— &7y, PrEP CHGIE B REA ROt TRy 5 B AT & (MSM) i
HIV &3e. PRI, WS AMEEAR TN, BEE LB A IR Sms (1 th AL, R S5 3 I e A Ui %
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SORBHAIT A PIEP, MEAT AW RESZAEE XK. Dk PrEP 7 n] gEid i O 417 A S Bk
PG (STIS) MIMEIN. AT & BT DR PrEP $ill 355 14 A2 R g & s fa AT A BRI

Fiik fEIXIZER SN R G sib T, JAEER T PubMed. Web of Science il Cochrane Library
WA 2019 4 9 HRISCHE, PASREUWERHT 7L BENLXT BT 70RO iR 6 i 20dE , 174l
PrEP ZH 55 IR thacok PrEP ZHAELL SBE VT o tbai i gs . T Eah BB MEAR IR, IRELE R 2
EfEIEAT N A BEAL AR R TR S RS THE,  FEEAT 128 v HE R AN 45 R ) S o

LR T aEE 14 DU, 5 TIBEAL 2B BRI F 5 WU BRI s, 24 TR fRia
18275 42 5H W T AL RIERGL BR . 13 Wik 7 s Gt T NIk . PEAL IR IR YL
MRIRER 29% (14%~46%; P<0.0001; 12=99%) . BTG STI R R & T34 (38%,
95%Cl, 30%—~46%; P<0.00001 VS 30%, 95%CI, 22%~37%; P<0.00001) . PG 534k
(R EL[RR]Y 1.30 (95%CI, 0.92~1.84; P=0.13) . PrEP AJAg AN SHUMM STI #n (OR,
1.44; 95%Cl, 0.98~2.11; P=0.06) . PrEP 5 HZKJE{k (OR, 1.55; 1.13~2.12;
P=0.006) . JRiEAKJ5{A (OR, 3.04; 1.64~5.63; P=0.0004) HMJRiEMIELH (OR, 2.74;
1.35~5.55; P=0.005) MIEEMINAHIC. KEZHAFFKHE, £ PrEP HE+, LRZAEWITHN
e, MR R R E R

g% TATWHF AR DR PrEP Hil7IA 2 SR AL TG 22580, 55 17 DIk PrEP 77 7l
HIV FIEZENE. (H2, AR EAE 5 fa A FE A e B WS DA% 363 DA S B A R AT 9 )
W, MR HIV ) R P& 21 A

OR-020
169 B3 LTk B & SN E R AR R R E R o4

DR L T4 RS LSRR 2 2R R ORI 1 L e T AR L B
1A B R 2 B A st AR B 2,28 52 8 1l 28 = R Bt

B B oA 30805 B 2 sl RS 75 R S R FL AR DGR I R 3R

JiEk 1EEL 2003 4F 4 H % 2019 4 12 AR AR BEl 12 RERE S, 5T 2015 4F 7 H % 2019
fE 12 A5 EIE K I HIVIAIDS B3, RNk 169 A, Hd 5 161 A, &t 8 A, THE
% 38.05+0.81 %, G &, RE. M. BUNSNBIHKGE SR 2, 0k HE. PURsRIT
I E]%5 . Logistic [B1A 4> BTkt sl bk 5 ARG fa e R 22, SR t AR S0E T HIV IR E 5 HIV ¥
PRI 75 6 L2 AT

5B 169 i HIV & Ye dh kK A Fsh ik 5 i 40 5] (23.7%) , Logistic B Hr4s R Ex, dF
BEN (BIFZEN MHETHEN, REIMI) KRR (OR: 3.85, 95%Cl: 1.54-
9.65, p<<0.01) ; & Il & FHXS T HE i = 2, &k A= 30 20 ik 578 1 3 n (OR: 6.24,
95%Cl: 1.95-20.00, p<<0.01) ; /iR MILAEE AN T AR lg URE 2, A A= S0l fhi e % Ak) JRURS: 1
(OR: 2.44, 95%Cl: 1.00-5.93, p<<0.05) ; [fi## HLA-DR*CDS8*'/CD8*1¥ix, KMk T4
RGN (OR: 1.03, 95%CI: 1.01-1.06, p<<0.05) . HIV EYLH & RER B HIV B IE
W, HUSBIRKAN R, HEZERYAERITFE L (P<0.05) , fEERNEHR GER
<50-60 %) HEEHE,

g0 HIV RE A FFEGN CVD AR R 2 & & M i I e A= 25 50 Jok e 5 T L2838
ms Bk AR B R EOEILR s EAERE HIV R RERE HIV P AR R A 33)
Fik e LA B g, R AR O I s (R R T REBE R, AT BN HIV RGeS, REEHEN, F 4
AT S AR, RIS R R AT T RUANR T
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PU-001
RHmEFIRKE MR B ERMEERB
ZRMETTZNA LR

VFH P PR ES A, X8R, PO DR, 1 R R R 1 A, Tt = B, W S
F E T AR QYR e e (R e Tl B8 R )

B B W10 P AG S5 B I Bk B 1 Mo i 28 R0 3 N PR B 3R B RN 7V I 2 A P A 25k
TR AR FCRFERbRSE . U, RO IIGRIT . 99N 2018 4F 10 H & 2019 4F 6 HE R ZE
TEEBRIR I 11 B3R5 A FEBRER T MG R S BB . BIRRERE S ST T RIE B EE R B BA
FMEELE . TR R B AN 1 RERFIEN 1 mg MPEE R B &k, W8 2 h 45 A i 32 )
“5F 0.3 mglkg LR B; 5 2 KiEMIEF R B FIEN 0.7 mg/(kg-d). W EEPEE R B
WAHRA RN, PIPEREZR B & RFEHR A B RN R AR SRR a2 B 4
BRFRpavER, DLRBE S PEE R B ZRKINEITIEE S8 2 JAFIEE 10 A 5.

SRR 11 BB ERN (39.248.6) &, 104, Zc 1], CDA+T #kEE4ufuit-$ly 17 (11, 94)
AL SERL 2 R 4 FIWIEREZR BT REEE A 10 BIF 9 B, E—HIEE ISR B
WAHRA R (RZ D) o FitkEEE R BiyT A (KSR E2FHBENEERBE 48 , 14
BE L 3 JRPERI AT T R 1 0N 4 Gh ERI AT RO . 2 R I 3 L4l B
W NI, BREL N 82 g/l. X 2 41 i3 2y A il o v B ot E QMR #RiA 7. 1 B il
A BATThEEs, AR R RN 403U/L, MABZ Z i~ 130.5 pmol/L; 2 il HHL 3 2%
FIhaetntn; 108 B3 ARH AE, MK 2.49 mmol/lL. BahmtEER B iRIT 2 )G
WA SR ER B RS R Y B . B3 2 B AT 10 A AEA7 %4579 90.9% (10/11) .

ZE0 AHFFIIR AmB RIS T VRN T 3080 A I BRER TR P I 28 B AmB A AN B
FO, BT IR B AR RN . TR T AR, K2R E TR 4
Ji AMB TR, PR R BIAIT 2 FJG, FTA W ARCERPSERE B 7= M. el 2 JAmH
FER B NAEMPIPIEEIRITEE, 1558 10 FBFE.

PU-002
189 5] HIV/IAIDS &3 ATB-DILI BYIlEFK 53 4

br%, e
ZRBA T L BE B

B o 38kmmee (HIV) RGeE ISR 2R & 14E (AIDS) &3 (K HIVIAIDS) &
PG WS (ATB-DILD FIIlEIARE: S, DU SRRV 2 KR,

7 BT 2017 45 10 H-2019 4F 10 A B A #EE N IRESBEUCE 1) 189 5] HIVIAIDS &
& ATB-DILI IR & HL

£ 189 1] HIV/IAIDS &3 ATB-DILI 3%, 1114 (58.7%) Jyhis4ELctt, 149 4] (78.8%)

KHZMHIX, 13561 (71.4%) 1 HIV B E 48 BBl E 7% . ATB-DILI Il IR 73 B0 A 4
Mo 105 1 (55.6%) , RHITIAFAY 61 # (32.3%) FREA 23 ] (12.1%) . & WIkAKE
WNZT1. BEIEOE 117 5] (61.9%) , by, PRl 95 1 (50.2%) , #HJH 83 ff] (43.9%) , ¥
W& 71 B (37.6%) ZF. FFIhfeR &+ ALT Fh (ALT>3 fi5 ULND 137 %1 (72.5%) , TBIL
ThE (TBIL>2.5 £ ULN) 75 #l (39.7%) , ALP JI& (ALP>2 £ ULN) 89 #i (47.1%) , 1&
EAMAEE (ALB<25g/L) 109 % (57.7%) . CD4+T #EZHMiT% (<200 4MuL) FF&E 80 4
(42.3%) , HIV JiE&EEmEEE (>1000 # 11/mL) 37 % (19.5%) . EIEEEMEL R LEE,

= R ek
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2818 Bl HIVIAIDS 5458 &G g vh k2B ATB-DILI SR 2, ASFEIR K 8 B 5 1
IS REFIE, TEhNsEsy ATB-DILI & & e R aE SN, PUMENIRKELSLE HIVIAIDS B
gz A B EE % 25 IR L S B A A .

PU-003
ZEE 64§l HIV-1 IS EHBEHRERBERRITRED

RNZRIE, A A BEEE X5 i, 5ok
PSR

HH HE s HA 64 Pk HIV-1 SRy AL 8 20 354k 10 B 4R AR SR AT I AR AL o

ik R 2017 4FE B AL YR EE B REAS E HIV-1 SR YL R SE050% e RS, SRREEEI B T
JREFIRIT I M FFE K24, AR IELAND%#ER, EH RT-PCR ik 1 gag-pol [X 22515
KI5, A RIP A1 jpHMM 844347 E2H 504, [FINSRA MEGA6.06 #fF3L[FI#4)E Neighbor-
joining RSk A RHZ B IR (1) R PE O RFEAT 7047

gER 64 B RY AR E B DL BN E, BYGSRE DL R AL SR AR K G N, FEACKRIE T
A 1L AN, FERETEW. 4. % ImE. KREARL. 64 FI3rER & 4H f ik 35
H4REHAMKA, 492 B/IC 4. 01_AE/B/C B4, 01_AE/B E4LF 01_AE/C B4, 2553
70.31%. 18.75%-. 7.81%#1 3.13%, HH 4 FiAFSEA I B AR XAEA R FRS B 2 78 g2
B, 64 PREEIRTE RGUHHA 23 B AN R R iR AL 7%

8 AMBITEREHT S L FENE N, HEARERAR LR RS, X7 B2 00 R 5%
KIE e, IXPERBATN DI W MRAT AL, RN ISR X — Rk NBERE B, LD Ry A
HAHFRIAERE

PU-004
ZEEBBMITHAE HIVIAIDS fnfsE
iaTT kM EE B SR 54

RNZRE, TR, 2= g, 1 B 3, XS 5 Ui
PR o] S

BHE 7= 5 B v AN 829 5 (Human Immunodeficiency Virus, HIV)EGe# /Y 555
(Aquired immunodeficiency syndrome, AIDS)E# (f6iFK HIVIAIDS H3#) P00 85167 9 3 R 7Y
Tiif 24 1% 450 o

FiE AR 2014 £ & 2019 K H = BB PUR R T HE H LLS B RIVEYEAT v SRAE 1R B o EEa
JYIF 26 AN H, K EEE E=1000copies/ml LA A B 36 A J5 0 REHEAT 56 DR 784 iR 24 F e )
3

SR HPRBRY IR FA 169 5%, X ABFR /NN 18 &, FR-FIECN (3319 &, *
BEAERYELLL 15-35 B HINTE, 5 62.7% (106/169) ; iZ ABEMIXRIFE FELEW T NE, &5
61.5% (104/169) ; KA LI CRFO1_AE N3, /4 55.0% (93/169) , H4MNEFA 24 ] URF,
14.2% (24/169) ; MZi T EL—Z )7 %K) (TDF +3TC+EFV) NE, 5§ 40.8% (69/169) ; i%
ANBEBIT I A LL 12~24 M H A X, 5 37.3% (63/169) . iZ ANBEHIM 25 K £ %N 66.3%
(112/169) ; & K & i 25 % % & &2 CRFO1_AE, A 76.3% (71/93) ; (T %
AZT+3TC+NVP Wi 25 R e, N 77.1% (37/48) . —4»2% Logistic [FH & B, HZ505 %
AZT+3TC+EFV F 2R 25W1497 77 & (AZTITDF+3TC+LPV/r) & R AT 25 R & . = K24
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NVP Fl EFV MM245 i, 0B 62.7% (106/169) , 61.5% (104/169), Pls 5 25 R &ML N
3.0% (5/169) ; 5 NNRTIs AHK M 245 A s IR A d, RAZE e £ K103 5 21.9%
(37/169) , HXJE V106 A1 V179, 437k 21.3%(36/169), 18.9% (32/169) ; NRTIs #H3<H]
it 25 RAFAT 5 h M184 AP R f v, & 39.6% (67/169) , HX&ZE K65, D67 704l d 17.8%
(30/169) . 16.0% (27/169) ; Pls EEFITARAL fi 2 MA6, 7 1.8% (3/169) .

0 B B BMAT NG TT R 25 AR B R, LSRN REAT i 2546 I R # R
ATHFAEHEAT 700, ATTET VR A 450 T o 25 25 5/ R 97 SR UG 8 i 243 1 = A

PU-005
FLERRA SUB§FE HIV/IAIDS #EX3R%/8K B
R B E B E PR IERE X

ko | S
PSR S

HE drifiEARNEN (LDH) « HRRAEZBEE (ALT) . RITXARAEK B
(AST) . MFALEEAE (FIB)  MEMTHEOKE. BERRTUETESRE APD DLk B FERXS
HIV/AIDS FH o< 7R{E K B 4 bk B8 38 s 15200

FiE WsE 2012-2014 EAE SR HEZ AT I HIVIAIDS AHSETRIE A B A0 I8 g (s kL, 454
[l b= U5 VE53 48 20 IPI. Ann Arbor 43 3L B EAR, [EUEUE 4> #T LDH K HAHSCHRAR T HIVIAIDS
FHIRTRIE A B 4k (DLBCL) H 5 i o

g KWL 31 5] HIVIAIDS #15% DLBCL ¥, “FHIRIHERZ 40.39 (18-63) %, Hi
26 1 5P (83.9%) . 31 #EFEH LDH FAEEEA 17 4 (54.8%) 5 1 4. 3 4 5 FRL
AR HE 83.9%, 54.8%F1 9.7%, XTHBATHILLE, KIJEH FHE T A 32 5 & R
(P<0.05) ; i LDH /KFAE 1 4. 3 M 5 4EM P Z R B A S %8 L (P<0.05) ; 1Y
Mi& LDH /KF1E 3 FRAEGFEM 5 FEREFRN, ERBERIT¥E L (3 FRERFR
P=0.024, 5 FFREFHR P=0.049) , HREEisE+HE ALT. AST. FIB. CD4+T. CD8+T.
CD4/CD8 HAE LL I IP1 1 B iR I ToxF HIV/AIDS AH5% DLBCL H# 1) 3 4R 5 4E M AE AR T
BRm, ZRTLHIFER N £ 9 Mt AR R CA g LDH /P E R A Gt
B (P=0.025) , HARZHERYTLEEZER.

25 1175 LDH /KF 5 HIV/AIDS HCTRIE K B 41tk 8 53 AR AR — @A S E, FE3RyT AN
7 RCA e R b B s I3 LDH ZK P () HE 0

PU-006
Characteristics of red blood cell parameters in HIV-infected
adults with antiretroviral therapy in 48 weeks

Mi Zhang,Cuixian Yang
Yunnan Infectious Diseases Hospital

Objective HIV infection could cause hematologic abnormalities and red blood cell (RBC) indices
abnormalities such as anemia which is the most common hematologic manifestation in HIV/AIDS
individuals with 63-95% incidence in different clinical settings. This study was carried out to
compare RBC count, hemoglobin level (HG), MCV, red-cell distribution width (RDW), mean
corpuscular hemoglobin (MCH), mean corpuscular hemoglobin concentration (MCHC), and
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hematocrit (HCT) levels in ART-naive HIV-infected subjects, HIV-infected subjects on AZT-based
and non-AZT-based regimens in 48 weeks.

Methods This was a cross-sectional study that utilised data already captured in an electronic
medical records system (EMRS) as part of an ongoing HIV/AIDS treatment, care and support
programme. Children diagnosed with HIV and commenced on ART had their red blood cell
parameters determined at 0, 12, 24, 36, and 48 weeks of ART. Data entry and analysis were
performed using the statistical package for the social sciences (SPSS) 23.0 software (SPSS Inc.
Chicago, IL, USA). Wilcoxon paired t-test for non parametric variables was used to determine the
difference in baseline RBC parameters and parameters after 12, 24, 36, and 48 weeks of ART.
Results According to the inclusion criteria, we collected 238 HIV-infected individuals in the study.
The median (IQR) age was 36years (28-43 years) and the ratio of male to female was 2.13:1. All
of these HIV-infected individuals were in WHO clinical stage 1 and 2. The numbers of AZT-based
and non-AZT-based regimens were 155 and 83, respectively. Their baseline RBC count, HG
levels, MCH, MCHC, RDW, MCV, and HCT were all within normal ranges; all RBC parameters
exhibited statistically significant increases or decreases at the first 12 weeks of ART (p<0.001). At
12 weeks, RBC count, HG level and HCT were decreasing significantly and other four parameters
were increasing. After 48 weeks of ART, MCH and MCV showed the tendency of increasing
during treatment. We compared the differences of AZT-based regimen (155 cases) and non-AZT-
based regimen (83 cases) and found that except RDW and MCHC, the other five RBC
parameters demonstrated differences significantly between two groups (p<0.05).

Conclusions Our data brings to light a significant public health issue that significantly impairs the
productivity and wellness of HIV-infected individuals. There should be particular concern about
the implications of our findings on high-risk populations including women and children living with
HIV.

PU-007
ZRAE X ERER B RO R T RE 2

[l ittt Bk, 0 7 S, T > e, 7%
mH ARG TR

B B PRI SCRE0 A B P bR B8 R BT S R, BRI AE TR R A A it

Tk = AR BERE 2010 4E 10 H £ 2018 4E 4 A YA 19 359 B bk 28 34 BIBET 90
AT BB AT, PR BT R AT 5 b

R 34 PIRTEEIGIKERRDCN: @A RMEANKY. &3F EB MEERLERE. RIS
W WA FAEMERE . WA OE Pk B B E T 0 R AR IR N MR
(70.6%) . Y (17.7%) . HA (5.9%) . Bk (2.9%) . FH_H (2.9%) .

G50 VR R R SCBER A OB I R R A T R ERE TSR A IR N TSR TR SR U AR AR
RPIEIT TTEEA, NS DL O R A FE O B AL 2 Rg 2 TAE B AE N I 2 2RI, A s
EBAERMEGIZIT TR, A ReVISRRIET:, REAERE.
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PU-008
Application Value of Serum / Cerebrospinal Fluid
Cryptococcus Antigen Titer in HIV-infected Patients with
Cryptococcal Meningitis: A Retrospective Study in
Chongging, China

Yangiu Lu
Chongging Public Health Medical Center

Objective It is necessary to screen cryptococcus antigen (CrAg) in advanced AIDS patients and
to preemptively treat positive patients. But, the mortality among asymptomatic CrAg-positive
patients is still high, so, the value of CrAg screening is controversial.

Methods A total of 2347 cases have been tested for a cryptococcal antigen from January 1, 2016,
until December 31, 2019, in Chongqging Public Health Medical Center (CPHMC). We recorded
the serum/cerebrospinal fluid (CSF) CrAg titer results and other clinical data in a standardized
form. Outcomes were registered via telephonic follow-up. We calculate the prevalence of
cryptococcal antigenemia in HIV positive patients. The relationship between serum CrAg and
CSF CrAg, the correlation between serum CrAg titer and clinical signs and the correlation
between CSF CrAg and clinical signs, the optimal serum CrAg titer for predicting concurrent
subclinical CM, the relationship between CD4+ T cell counts and serum/CSF CrAg titers, and the
mortality rate for cryptococcal infection in both asymptomatic and symptomatic patients were
assessed.

Results The prevalence of cryptococcal infection in HIV positive inpatients and outpatients was
11.6% (262/2263) .132 (21.7%, 132/608) and 247 (10.4%, 247/2366) patients who were CrAg
positive in CSF and serum respectively. The median CD4* T-cell counts were 29 cell/uL
(interquartile range 12.8-94.8). Fever may be the most important symptom in isolated
cryptococcal antigenemia with serum CrAg titers below 2560, and headaches tend not to
manifest until serum CrAg titers exceed 2560. Serum CrAg titer >160 is predictive of subclinical
CM.

Conclusions CrAg qualitative and quantitative tests in advanced HIV patients is necessary
among advanced HIV-infected patients in the real world of China. Importantly, lumbar puncture is
required in serum CrAg positive patients and CrAg titer can reflect disease state and process
more accurately and effectively.

PU-009
Mycobacterium colombiense and Mycobacterium avium
complex causing severe pneumonia in a patient with HIV

Xiaoling Yu
Mengchao Hepatobiliary Hospital of Fujian Medical University

Objective We report a case of Mycobacterium colombiense and Mycobacterium avium complex
causing severe pneumonia in an adult with HIV. Diagnosing such cases are doubly challenging
due to the extreme rarity of Mycobacterium colombiense as well as the technical difficulty of
pinpointing Mycobacterium avium complex infection. Classical mass spectrometry diagnostic
techniques were not effective in this case and as such, our group developed a novel molecular-
based method to identify Mycobacterium species.

Methods The results of blood culture showed that there was microbial growth, but the microbial
species could not be identified by traditional mass spectrometry. The blood sample was then
inoculated on Colombian blood agar for bacterial culture. Matrix-assisted laser desorption
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ionization-time of flight mass spectrometry (MALDI-TOF-MS, VITEK MS, BioMerieux SA,
BioMerieux Inc., France) was used to identify the cultured pathogenic microorganisms.

For the molecular identification of microorganisms, we decided to use polymerase chain reaction
(PCR). The genome of the isolate was extracted by a one-step genome extraction kit (Weiyin,
China), and 16S rDNA PCR was carried out with 16S universal primers (27F: 5
AGAGTTTGATCCTGGCTCAG 3, 1492R: 5 AGAGTTTGATCCTGGCTCAG 3’). Then, the PCR
product was sequenced using the ABI 3730xI DNA Sequencer.

The 16S rDNA PCR product was purified by a GeneJET Gel extraction kit (Thermo, USA). Clones
were constructed using the pMD19-T Vector Cloning kit (Takara, Japan) and transformed into
DH10B Escherichia coli. Positive clones were then screened by ampicillin and sequenced with
the ABI 3730xI DNA Sequencer.

The ethical approval of this study was provided by the Institutional Ethical Committee of the
Faculty of Medicine, Mengchao Hepatobiliary Hospital of Fujian Medical University, Fujian, China
(No. 2019 _057_01).

Results We obtained a 1427 bp sequence, aligned to the NCBI Nucleotide collection (nr/nt)
database using BLAST. This resulted in the identification of Mycobacterium avium (Accession:
CP046507.1), with a query cover of 100%, an E value of 0.0, and a percent identity of 97.05%.
MALDI-TOF-MS however did not successfully identify the microorganism, since the sequencing
results showed two sequencing peaks (Figure S1). Therefore, we suspected that the isolate
contained more than one microorganism.

We then decided to ligate the PCR product into a T vector for further identification and selected
11 positive Escherichia coli transformants for Sanger sequencing. Of these transformants, 9 were
identified as Mycobacterium avium and 2 as Mycobacterium colombiense. These results further
confirmed our suspicion that two microorganisms were present in the isolate.

Conclusions We reported for the first time a case of severe pneumonia caused by a concurrent
Mycobacterium avium and Mycobacterium colombiense complex in a newly diagnosed patient
with late-stage HIV with very low CD4+ T-cell count. MAC infection is common in such patients,
however, MALDI-TOF MS was not able to distinguish the multiple microorganisms present. Thus,
we resorted to molecular techniques to confirm the presence of more than one pathogenic
organism. In future cases where multiple pathogenic organisms cannot be identified by classical
mass spectrometry, novel techniques such as molecular cloning which we have described here,
may add to the diagnostic toolkit and increase accuracy and rapidity of diagnosis.

PU-010
HH 1904 FIRRF#H HCV PR B EIEKET =

R E TS SRAL, - 1) B, A 25, R e, SR IR M, 13 A [
22 B B S 2 e

HE) 2018 £ TRk 7t R BLEE 11 1368 3t HCV BHE B i K2 W PR AL 1 4288y 65.04 %, %
HS AT AR () TN 54.39 B . AT HIER 54 FLLR, 54~65 % K KT 65 & =AM4E
W 2 T S5 3 B0 PR RS p R34 T 20 BT o

FiE A 2011 4F 1 H & 2019 4F 6 H AR e 1904 1, 4yt 54 % LR, 54~65 % & KT 65 %
SANERAL, T = dEiE . Atk PR EEE. PT. AFP. CEA KIRIRIZIIRI 2 5.

GR AEA. BREALIDAREE =AMERAPFEES, FHEARAE UMM EETE &
PR IGKISWITE S AR 2 5. R R IH [ e = AN P g Gt 2 2 5

258 T M X Pr HCV FHE B33 A B A R FFEaBRE A _E AR AT 208 B8 3 = AT Ak . e mT RE,
LA T NITE 54 % UL EA B2 Wi L . FPE A= . 54 5 UL EBEFH KA@ML, g R
EFE AR KK .

19



WIOLHR FEEFLE+REBNER. RERFXZERARI

PU-011
DAA AISHFAEURRA EZNES
BRZEBTHRESHERHEL

UL, 2 I T R T R AR IR SR B L T XU R I, L R T
AEHOR A — BE B

HE BESUREZAY (DAA) TEIEARIRLE S i m B RFSR 2 N (SVR) K. 2RI,
EESCH A A, AR DAA FIR 4 —ETIRBAEFEFM (PeglFN/RBV, PR) JGI7 1
MR RT4% (CHC) HE T HCV IRBR G 4Etb it R I EIE ARG BR . A5 B IR 7E B skt
Fh CHC i HCV WG IEREFEE (LSM). FFLF4itb 0 W B A= W bn 4. LT 55 2 0
3FEEA 1 (CHIBLY) ME /REMAER 73 (GP73) A8k, it HCV iEl 5 CHC HE 4
HEAIEE A

Jri 44N 106 i\ 2015 4F 12 H % 2019 4F 6 AL nt K& — KB iayr i) CHC 3, 5 72
B2 DAA JRIT A A 34 B2 PRIGITINESE . R34, 1RITE4 R (EOT) , RITIES 12
Ji (W12) , JRITIEEE 24 Ji (W24) FNRITIEEE 48 JH (W48) USR358 il R B s A i+
i, ELISA FH-F & CHI3L1 Al GP73 Kk E .

R A R IAR] SVR12, 1E 72 445% DAAJRITIEE T, FELWH 33 flg LR Ed
B (FLUF2) , A 39 Bl F 2 M AL e v AL (F3IF4) o X TR i3, LSM 7E¥R)T
i (EOT) WA s, BN 2.55kPa, TFMEFELEEIGT AR 12 & (W12) . HiE, 1F
F3/F4 B, WER| T NHEMSEE, SRLHMLI, EOT 1N 4.1kPa, 5 EOT MLk, 1
W12 [#1484L v 2.5kPa.

34 %l PR &AM B, FUF2 WAHH 23 483, F3IF4 WA 11 4 ¥ . (T F3IF4 WA
#, S5iRITER (EOT) ML, JRIT45HEE 12 ) LSM & [£K[16.3 (6.1) X} 12.9 (4.6) , P
<0.05].

X852 DAA JBITIM F3IF4 B3, 1EWRIT45W (EOT) WY, ME T, 1miE CHISLL Al
GP73 /K V- B & B#K[180.14(181.6) vs. 125.13(127.7), P<0.001; 125.93(60.86) vs. 91.91(56.59),
p<0.001], FF HAE 2 JE kUG 2] W24 #i1E], 1fiF CHISLL A1 GP73 [ B 512 .

L LSMs A8 46 2R 1L, PR &6 1) F3/F4 L4 B35 1 1fiE CHI3LL A1 GP73 HI/K-TANAEIRIT 45K 12
A (W12) B%E TN, 5 EOT MHA Gt & L [148.19 (134.26) vs. 94.8 (96.09) , P
<0.05; 93.28 (94.2) F170.82 (44.89) , P <0.05].

£ 5 PR ZRMEFEMLL, 758 DAA WBIT B h A 4L IR M B s P, 1y LAy 8 f
VR T R g R B (B2, ST PRARRIEE, EIRIT)EH 12 W R4k,

PU-012
PLWHA BERFERSIMIERIVA R HBX MM

KB T T
JRCHRT A3 AR RS T ot

HE AT PLWHA SRS ES SR KPUR, I 7 PLWHA B RIERERS 5 90 A 56
P

ik K TAS-20. UCLA-3 % PLWHA B E TR B, - Pearson A2 b & A< .

£ PLWHA B4R EREE M /N 56.025+10.738 4, FCALFEEE. WSWATE M. EEH. B,

ANBHWANTTHA BETEER (P<0.05) . MBS N 43.945+10.833 4, TECALFERE . G5UA
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Bl FEAER. BOL. HIERANEO A EEMEER (P<0.05) ; Pearson MK HTiR: b
1 Bans 5 MU AR S B Giil-24 s X (P<<0.05).

58 PLWHA B3 1R B RS S OMUB RE ARG, B IR G s s, JIOMUBGH™ &, Ryl
EHF, NEMEFFRIERESGHS S5SNI RRCEE O .

PU-013
DAAs 254477 36 BIEE 1b B8HEATEE 60 ABEAIAR

EERE KB
PR R 55— BR B

H K W5 B 50 55 25 (direct antiviral agents, DAAs)%fHEK 1b A& VE AR AT % (Chronic
Hepatitis C, CHC) E#HIRGHER BN (Sustained virological response, SVR) J& K
=

J¥E L 2018 5 1 H-2020 4F 5 Hmhiz TR — R BEGLRH 1211 36 i34 1b %Y
CHC EE AW S, RHAATHETER R RAT IR0 7L, WSS Tk DAAs AP #8677
12 i, 15215 48 FMIGIARIT R, FRdt g =iz WiksdE (APRI 4>, FIB-4 #5840 . HiAE
. BENSRMERR . IS B CT S W 8355 TG H I 4 4 Ak sl A A0 55 s 2 e

45 B 36 1) CHC B35 %2 DAAs 259tk 516797 12 J&, HCV RNA [f#£25 100%, 1525617 48 J&
HCV RNA #F2:fl%, TLRMRERE K. BERSEmsg. 5 B . CT ST, MARKIE
I B T 224k

DAAs FUJi T 7 i W B B I ThfE, ALT. AST IR FEEEEY, AEAB8IT At
&, ALP. TBIL ZEyRI7 AT G B Bk . H ALT JRI7RTA (57.11435.09) UL, EITEN
(21.58+11.36) U/L, AST J&JTHIN (47.26424.13) U/L, &JTJ5 N (24.41+8.15) U/L, J&ITHI
JEAHELH t 4%k 5.60. 5.01, P {i1<001, ZRASit¥E X . AEABITH
(42.99+5.32) g/L, #6J7 )5 (45.19+3.10) g/L, t=0.05, P<0.05, ZRFH G it = L. ALP.
TBIL {5 255617 48 F S5y AL, I tfEH 508 1.74. 0.61, P>0.05, ZRTLGiT5E L.
BEAT I RE T 48 JH R YRR AN B B AT I A, R IT R (2.65+1.12) x10%L, VRITE AN
(3.29+1.44) x10%L, t=2.27, P=0.03, P<0.05, ZRHGit2¥= . HiikE. WBC. PLT. Hb
EyayrarAbb s, H tfE 28 0.46. 1.81. 0.54. 0.31, P>0.05, ZRESGit¥E L.

58 DAAs Z4MIPTIAHGITIT R %, RIER/D iR, STIEEITMMIT RS, ARPUREE
SN B WG AR T Th R, P IURE . RS G R . 7R R FE RIS SVR S I B BE 15 R
H I A 2 B AR I A S IR RE B R A, ST RSO 7T FIRE A B AN BE VI IS (R PR, sz B TS 1 7E
PkSHBER, QR T B S AL .

PU-014
BZAFBENHEFIRTTIE HBV pgRNA BIRTS
R NE KR RRTHRGE

%k, T RN T
AEHOR A — BE B

HE ZBUE#HMEFA (HBV) BiEFE4 RNA (pgRNA) & HBV Hsgidla =4y, 18 s
ZRF (B KW (NAs) KPR FEI6I7 A HBV pgRNA HIE) 24T & oA B 75
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FiE RN T 93 LHta+HZ NAs JURTEHAIT g O 8%, BEE 6 N HEZ—IRMVIFFk
FEIMIEH TR HBV pgRNA. HBV pgRNA & &7 T RT-PCR. ZMiREGHAH T /7=
S IE K HBV pgRNA IS R & .

LR MR B PUREAIT 1 ERIME HBV DNA 275/ 2x103 1U/ml RN AL B 5 N o0 282
& (PVR) 4l (n=43) KSe&RiEMNEg (VR) 4 (n=50) . F£kH PVR 41 HBeAg BH T &3
WZ, HRILES. FEIREEEER 7 9 NAs JUREATT A HBV DNA. ALT & pgRNA ¥JiZ 4
TRETIEESRNAE, H HBV pgRNA 5 ZH KPR HAZ N FR. PVR HE#H HBV
PgRNA T E#Z L VR HE0E .

HBV DNA & 240~ PRI A 24K F HBV pgRNA (P=0.00). {E¥f & 45, 78 PVR 41,
HBV DNA JAZF R R 4T HBV pgRNA(2.98+1.50 vs 1.04+0.17 4E, P=0.00), VR %4
HBV DNA 32 Sk T PR s 18] %5 T HBV pgRNA((0.72+0.33 vs 0.99+0.20 4F, P=0.00).

N FH 2B MR A AR A0 AT EE R 2 1) HBV pgRNA (S BI semE 2=, GINER. HAl. NAs 28
Al IRITIEL, 4. ALT & HBV DNA, &5 5ACH 73 4 KR 7 I a6 HBV pgRNA 283240 1) 5
) B G52 5. VR 411 pgRNA X L [FRIH) PVR 41, HBV pgRNA Z{% 1.28 log10 1U/ml,
95% % {5 X 6]y 1.80~0.75 logl0 IU/ml. fE CHB 45 NAs HikTia T M6, &4 HBV
PgRNA % 1.29 log10 IU/ml B &K A ], 95%E(E X A4 2.15~0.43 log10 1U/ml.

gk 18 O EE 2 NAs 17 W], VR A3 HBV DNA MIAZE]Z 55580 2] pgRNA, PVR
M) HBV DNA &K TR PRGBS AT pgRNA. VR AXTEE[ER) PVR 4, HBV
PgRNA ZX 1.28 logl0 IU/ml. 7E CHB & 4252 NAs HiiEiiayr Wilal, &4 HBV pgRNA ~[%
1.29 log10 1U/ml B ER& A F]

PU-015
Analysis of ocular ischemia in human immunodeficiency
virus infection by OCTA.

Xinyue Li
The First Affiliated Hospital of Harbin Medical University

Objective To use OCTA to describe the changes of retinal choroidal vessels in patients with
human immunodeficiency virus (HIV) infection.

Methods This is a retrospective cross-sectional study. Five male patients with HIV infection and
seven healthy male participants without known ophthalmopathy were included as healthy controls.
Using OCTA (Optovue RTVue XR Avanti; Optovue,inc, Fremont, CA), enhanced depth imaging
OCT (Heidelberg Spectralis; Heidelberg Engineering,Heidelberg, Germany), color fundus
photography and fluorescein angiography (F A). The vascular flow density ((VFD)) was calculated
automatically by OCTA software. The morphological changes of choroidal vessels in the posterior
pole of OCTA were evaluated by two trained independent graders and compared with the results
of clinical examination and other imaging examinations.

Main outcome measures: the difference of superficial and deep choroidal blood flow density in
HIV patients compared with healthy controls.

Results The average VFDs of patients with HIV retinopathy were lower than those of HIV
patients without retinopathy and healthy controls (P < 0.05) . Compared with the healthy control
group, the area of central fossa avascular area in patients with HIV was abnormally enlarged (P
< 0.05) . The internal vascular system without choroid seems to be largely unaffected in HIV.
Conclusions Compared with conventional imaging, OCTA can show accurate microvascular
structural changes in retinal vessels, and seems to be a sensitive tool for detecting HIV
retinopathy and blood supply.
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PU-016
Y HEFERAFREEEGRBEFHRA

o
AT 24 35 T A IR o

HE W, Hfr Bt Rrh S HER (ABT) 7y REVNA EAE R (AIDS) B3 197 2%
AR, FEERET ABT Be& AR ART 5 897 A L2 7

FvE U 2019 4F 3 H & 2019 4F 7 H{HFH & ABT 77 R HIVIVE E5E AIDS S G R EAE, T
Gitt e, U ABT+2 MZEFE (2NRTD +# 47 (INSTD FERN A4, ABT+2NRTI
B A ABT {EH TN 320mg i likiEST &8 —k, B AN 320mg ik s 25 1
K2 REI3RHFE8KR, KUK,

GEEL RANON 30 B, BN E, SFIER (47.23%15.21) ¥, L HIV RNA (5.33+0.62) L
0g10 copies/ml, #£%k CD4 56 (14.5~132) /MuL, CD8 381.5 (223.75~834.75)MuL, CD4/C
D8 0.13(0.05~0.29). J7&m#riion: JA97 2 A, 30 Al HIV RNA (2.93+0.88)Logl0copies/m
|, Hiek NF%(2.41+0.86)Logl0copies/ml(p<0.01); JAJT 6 &, 26 AK HIV RNA (2.38+1.05)L
0910 copies/ml, #i34k FF4(2.97+1.18)Log10 copies/ml(p<0.01), CD4 i34 Py K (112.63
+97.65) /MuL, CD8 ‘I (434.90£512.57) 4MuL, CD4/CDS8 “F-## K (0.07+0.15) . AB
TGS A AT BA, BT RREREH A AT BA (P<0.05) , PIHIEL /KT KBTI %
KPR 2 3 S X (P>0.05) . 30 flB g B2 aIitmeE 2 f, KA
MU K5 ABT BEAHRIIA B

L0 VIR EE AIDS BE & ABT J7 Znl7ERHN YU FEC HIV RNA, Sz Thae, HAR
SNED, SRS IR B Ak T S B RE TR FEIK HIV RNA.

PU-017
Rilpivirine Use in China AIDS Real life Cohort Study

Ligin Sun,Fang Zhao,Liumei Xu,Weimei Chen,Baohong Wu,Yun He
Second Affiliated Hospital of Southern University of Science and Technology (Shenzhen Third People's Hospital)

Objective In China 88% of AIDS patients were receiving EFV based ART regimen and more
than a half of the patients were enduring EFV related CNS toxicity and dyslipidemia. Rilpivirine
offers the advantages of few drug-drug interactions and a favorable toxicity profile. We aimed to
determine the reasons of switching from EFV to RPV based regimen in China real life cohort
study and assess the effectiveness and safety within 6 months.

Methods In this prospective, open-label, cohort study, we enrolled HIV-1 infected adults who had
received at least 6 months of EFV-based regimen, with HIV RNA <20 copies/mL for 26 months
prior to switching between Jan 2018 and Sep 2019. Primary outcomes were the lipid profile and
CNS symptoms at 6 months, secondary outcomes included viral suppression and other safety
profile. Reasons for a switch to RPV/TDF/FTC or 3TC were recorded at baseline.

Results Two hundred and twenty-nine patients were enrolled and completed 6months of follow-
up. The switch to RPV was mainly done for to overcome central nervous system toxicity
symptoms (59.8%), dyslipidemia (13.1%) and liver enzymes elevation 10.9%. 6 months after
switch, 83% of patients reported an improvement of CNS symptoms, especially for
dizziness/insomnia/abnormal dreams. A significant decrease in the mean (95% confident interval,
Cl) total cholesterol (-0.61 mmol/L, 95%CI -0.73to —-0.49,p=0.000), LDL-cholesterol (-0.41
mmol/L, 95%CI -0.63 to —0.19, p=0.000) and triglyceride (-0.84 mmol/L. 95%CI -1.05 to -0.63,
p=0.01) levels were observed. The mean high-density lipoprotein (HDL)-cholesterol was
increased but have no statistical significance (+0.29 mmol/L, 95%CI -0.82 to 1.11, p=0.5). The
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AST and ALT decreased by 34.70 U/L and 19.63U/L respectively but had no statistical
significance. The virologic suppression rate was achieved in 100%. Two patients discontinued the
therapy within six months and reasons included self-decision (one patients) and adverse events
(one patient with consistent CNS symptom after switch).

gurel: Change of lipid profile from baseline to month6

Conclusions In resource-limited areas, efV-related central nervous system and metabolic
abnormalities are major factors affecting antiviral treatment effectiveness and treatment
maintenance compliance. RPV replacement for these patients shows that it can effectively
alleviate and avoid the aggravation of related toxic and side effects, and maintain a good antiviral
effect

PU-018
I HRE 47T 48 A CD4/CDS LT 94T

KRR, fo] B A
JAHR T 3t DA R BT ot

B e HIV BB ES (TDF) +hkkE (3TC) +HKIEFE (EFV) I E¥EHIixR
HRMEERYT (ART) 48 Ji CD4/CD8 WA (EAE) HI7AR 4k Ko s mm L AE bR dEAL I IR 25

ik Ul B TDF+3TC+EFRV 5 E¥184 ART 48 J& (1) HIV & YLE (A 85 3301 T it 4007
E X HAE21.0 bniEfl, HUE<1.0 REIE; RIEEREERE S NS B R EARHEH (MSM 4) Fl5FH
T34 (AEMSM 4L) 3 =432 Logistic [81JH 2041 48 J& LR bR AL R 520 BR 25

G LGN 282 5] HIV L, RS RIAMEERE, MSM 41 196 7, 4F MSM 41 86 #i;
98.58% i yu# FE L L1 <1.0, ART 48 Ji 87.23%REKHH thAti<1.0. 1597 48 F, CD4AT 4
it % (CD4) K (157.00+136.33 ) cells/ul, CD8'T itk = 40 ffs it %t (CD8) T %
(337.95+489.86) cells/pl, ELAEIEK: (0.35+0.31) , LK FHERT CD8 R, JGI7 AT,
MSM 4154 MSM 4L LUK F R G245 X (1=-0.76, P=0.448) , iAJ7 48 Ji, WidlLb{gig
K438 (0.32£0.29) #l (0.43+0.35) , EZRASIFEE L (1=-2.865,P=0.004) , MSM 4 tH1{E
WAL TAE MSM 4. —432% Logistic [BIESHT R~ 5201 LLAE ARG B R 52 B GLig 128 MSM
( OR=0.33, 95%CI ( 0.140~0.779 ) ) . %t £k CD4<200cells/ul ( OR=0.171, 95%ClI
(0.034~0.865) ) . #:# CD8>750cells/ul (OR=0.255, 95%CI| (0.092~0.701) ) . LY
<0.4 (OR=0.167, 95%CI (0.062~0.453) ) .

GE HIV Y Tim (27 LB R B, TDF+3TC+EFV ¥IHEIETT 48 i, i Zalak; MSM
A KA TIE MSM 41; YL E N MSM. K344k CD4. &i%ksk CD8. fRFE LR L (E i e
1697 48 B LU AR Sk Bkruitk, REES ART, Lok HEFE . (et shaetk = .
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PU-019
What is the most appropriate induction regimen for the
treatment of HIV-associated cryptococcal meningitis
when the recommended regimen is not available?
Evidence from a network meta-analysis

Ao Y,Yaokai Chen
Chongging Public Health Medical Cen

Objective Our object was to find the most appropriate, most effective, and most readily available
of four induction regimens for HIV-associated cryptococcal meningitis (CM) (Regimen A: 1 week
of AmB plus 5-FC followed by 1 week of fluconazole, Regimen B: 1 week of AmB plus
fluconazole followed by 1 week of fluconazole, Regimen C: 2 weeks of AmB plus 5-FC, Regimen
D: 2 weeks of AmB plus fluconazole), given the vast differences between resource-limited and
resource-abundant settings regarding therapeutic drug accessibility, availability, and affordability
for HIV-associated (CM).

Methods We conducted a network meta-analysis to compare the therapeutic efficacy and safety
of four different induction treatment regimens.

Results The 10-week mortality of Regimen A was significantly lower than that of Regimen B and
D, and the 2-week mortality of Regimen A was significantly lower than that of Regimen B.
Furthermore, there were no statistically significant differences in 10-week mortality, 2-week
mortality, as well as in effective fungicidal activity (EFA) over the first 2 weeks among Regimen B,
C and D. The statistical differences in adverse events between Regimen B and Regimen D, and
Regimen C and Regimen D were not calculated to be significant.

Conclusions Our results indicate that, 1 week of AmB plus 5-FC followed by 1 week of
fluconazole is superior to the three other studied regimens, and that when 5-FC is not available,
accessible or affordable, 2 weeks of AmB plus fluconazole or 1 week of AmB plus fluconazole
followed by 1 week of fluconazole is an appropriate substitution for 2 weeks of AmB plus 5-FC.

PU-020
AMRERER[IFTET VISTA fRER

BUT 8 e E, R R
HAREE AL S IR AL BT 22 BE B

HEJ VISTA 7530 AL, IRIRISRIFL, Stk e 25 ) T 4B Mg fhox — 4k, 2
e e R E L. T ARBGE VR ER S B 0] K7 (V-domain  immunoglobulin
suppressor of T-cell activation, VISTA) & ¥ &I Ftk et & sl 15 5 7. VISTA Bl 2 524k
seliifl, ERZIRTTAEEEEN. VISTA#EIE S PD-1/PD-L1 AR @2 GG MR A g, X%
A BRI VISTA B BEA T VISTA Ml PD-1 0] DUR S i e M A ISR . Rk, VISTA
AN PD-1 2 G 1 — S 167 L . ASCERE VISTA (5 7458 Thig, S ifSiHl
1] S I 5 505 1) 0 R R 45k .

Tk DS AH O STk

L5 VISTA T T e RAERNE NGy, X alRERSM HIV 75 S (0 S 0 F T 40 Je B

GEW LT Z RSOk B VISTA TE HIV 7 5 S 38 0 Hh (1 1
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PU-021
REMX HIV Vi R EEABX R LHA S

O 22, I TR LT, B 5 B MO, B S
A R K 2 B I B

HE BEMEERERD, 77RE. A EMERDEN A, CR&ERKIBMEEE N — L
HIV Zj¥). B 2009 FEEGHHENEN, HOERKRTHTZRH, BE0 X E KN 2 RA 0] fE
BEAE G . HAT, #REA IO A B X R R 25 AL A RIS, T AR AR X 24 AR E L, K
TRAMNCHEFEER . Fit, KR OAERES HIV P16 EE B GH X 1 R R 2 R
o

JiE BEPEEE 2019 45 4 H & 2020 4 6 HEMRE RIS SRR k12 1) HIV W16 B2,

HEBR HIV-2 BURG R 2290 B3 o WA RN D28l AR R ) AFle . IR, Bk, 220, I geig
R4 K CD4 HEUISE HIVRNA # 8. 1] QIAGEN A F ) QlAamp Viral RNA Mini Kit #3474
FRIEEL, K H Takara Prime Script™ One Step RT-PCR Kit & Takara Premix Taq™ &7 &t 1754
SEYH, HEREERA pol FEH X EAREEX, X PCR ¥ =Mk AT s ik % e H kTR, X
DFE R HEAT B4R . PE I EAL S E W48 K2 HIV-1 i 26 35 R RS B0 20 ARE 2R Se kAT it
IR T, EETOEERA AR (&) FoR, wEHTEERE BE (Ao %) ExR, [/ SPSS
19.0 AT HEATHAR 73 Hr o

LR S 79 EEANGHT, 96% N B, hEER 338 (18 - 83 %) . ik ZEumEi ik
etk gy, CD4 it ALECH 166 cells/ul, HIVRNA #4171 5.2x10%1U/ml - 3.7x1071U/ ml. FE[X]
R34t~ : 3341 CRFO1_AE, 334 CRFO7_BC, 4 #i B #:[X%, 34 C 3£ %!, CRF08_BC.

CRF55_01B. CRF33_01B #% 2 fil. MRE, A X JFE AN 24240 TEMKF (25%) « —fL
SEE R I 3 B 2G5 A4 s EL38K, KR h A YT BN 25, X2 B R
FIEAEM 25 57— B A I B 245 9848 7 . E157Q, X B v H A W4k Fig et 25, *t
ZEN A e B R K BRI B 25, T124A, T125A K& S283G i I,

H kN L1011, T112V, 11351 and K136Q.

Gie REHIX HIV Y6 B B AT 0 RN 25 948 R, WA B E IR A R ME R
—LRIGIT TR, BTEIG IR P TR O X R R 25 9 AR I o

PU-022
AIDS EHEMMBHTREEEFERE
544X HIMREEX SRR

i

JRCHRT A3 AR RS T ot

HI 7 AIDS (Acquired Immune Deficiency Syndrome, AIDS) & Jf&MEplRi1byT B A 17
B S RRIRGL, I T R ARG .

FiE RAERGEER T, sl —IE RS, EFERENEERRE R, HaS I E BRI
HB T AL YR EE R ) 240 44 AIDS & %M i1k )7 g 3T il B R A

Z8 213 4 AIDS & B MR AT B S @ FOR I 5 A RS 0 v 7.202+1.182, VUANYERE
P A= B4, VBRI . Ak 2 0% R AR IR BE A K 75 40 43 7 12.759+1.494, 13.368+1.791.
13.897+2.571 fll 13.387+2.305; #L& 7 FFE 40N 22.535+6.086, L3 RF 3 AR RIZ WL
i FEW SRR SR R R A5 0 BN 7.27242.272. 8.826+2.773 1 6.437+1.677; 213 %
AIDS & H B E MR AT B AR A R S A SR KO 5 A B A AT LU, AR A7 = IR AR E AN
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B DA, MBS FMERROLE AR EZ A ERA S PR L (P<0.05) , a3
Fr R M S 4E S 2 ) 2 R IE gt m L (P<<0.05) ; Pearson MR/ #TiEoR, Brikssoe 240
Ak, AIDS A FEENE MR ALY BB R AR B S A S S SRR B E SR E X (P<
0.05).

g AIDS &I MR LT B AR B S A 2 SRR, e R S A R 2 IEAH
Ko IREF N RFFKEER LN EA AIDS & I MR b7 B2 AR RS B R AL TR, I8
s A S SRR, 158 AIDS S BRI AL T B E AR R .

PU-023
The comparison of changes on proportion of deaths
among persons diagnosed with HIV infection
through blood or sex

Rongrong Yang,Yong Xiong
Wuhan University of Zhongnan Hospital

Objective To compare the differences of proportion of deaths between HIV/AIDS by unsafe blood
trade or by unprotected sex.

Methods The data about epidemic of HIV infection, cCART and deaths during 2003-2017 were
collected. Chi-square analysis was conducted to compare the differences of mortality and causes
of deaths by blood and by sex.

Results A total of 2,128 HIV cases were recorded in this study. The proportion of death among
HIV/AIDS who acquired HIV infection by blood and by sex continually increased from 46.2% and
0% in 2003 to 93.0% and 58.3%, respectively. Moreover, the proportion of all-cause deaths,
proportion of death with ART and without ART among blood-borne HIV/AIDS were 52.9%, 33.9%
and 93.0%, which were much higher than sex-borne HIV/AIDS (15.0%, 6.6% and 58.3%,
respectively). Further, the proportion of deaths caused by liver diseases, tumor, cardio-
cerebrovascular diseases and suicide among blood-borne HIV/AIDS were 6.6%, 4.4%, 3.2% and
5.8%, which were much higher than sex-borne HIV/AIDS (0.3%, 1.0%, 1.7% and 2.8%,
respectively).

Conclusions This study highlighted an important role for cART in decreasing the proportion of
death among HIV/AIDS. In order to further reduce the proportion of death among HIV/AIDS, more
attention should be paid by health workers on the aging diseases, especially for those acquired
HIV by blood donation/blood transfusion in the 1990s in China.

PU-024
HIV-1/HCV & Bi#E HAART FSME ML
/= HIV-1 DNA TR

IR, A R K, BT X0E 1 42 1
LD VIVNEM S

o

HE 704 HIV-UHCV & JF K e B 35 252 = it % s i 896 97 (Highly active antiretroviral
therapy, HAART) J&#MaE M AANMZ4HHE (PBMC) A1 HIV-1 DNA hE4810, #RFTEIH HCV &
AN LA HIV-1 DNA Rl B 1% R .

FHiE BT 2015 4F 5 H & 2017 4F 12 AT MW )\ RERBGE FIARETH HCV G971
30 fl HIV-1/HCV & IFEEGAIE B (BIFD) AR TS, CARIABGER 42 6] HIV-1 B—)& e
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YRR (4D ARTIBY4. WEHA HAART J5 12, 24, 48. 72 K 96 J& K5k & A s o
MZAE DL, PBMC Hid HIV-1 DNA B4 A H 5 AR E I HIV-1 RNAL A I T 9k E 28 i S Y
KFR. N SPSS 22.0 Giit- B 5t B ik A7 4397

R B4 EE HAART JEIL3E HIV-1RENHIR . CD4* T #E4iA 14 &% CD4*/CD8*T k41 i
FELAE )T, PBMC 1 HIV-1 DNA KPR, HIV-1HCV & 3F YL 4H HAART 72 JEI HIV-
1 R T HIV-1 B — &G4 (x2=7.93, P<0.01) . HIV-1/HCV & IFE&44H HAART JAJT
12, 24, 72, 96 FWI ) CDA*T #kEAMiHEOMKT HIV-1 B—Eded] (U=313.50. 329.00.
286.00 Al 204.50, P<0.05 5(<0.01) . HIV-1/HCV & F/ik42H HAART 48 & i ] CD4*/CD8*T itk
EL4H B LU B A T HIV-1 B — & 4e 4] (U=294.50, P<0.05) . HIV-1/HCV & 3 & Y FE 245 A
HAART JAJT 12 JEfE HIV-1 DNA {&T HIV-1 f—&4e% (U=362.00 1 359.00, P<0.01 A
<0.05) . M4l#EE PBMC & HIV-1 DNA 5 HIV-1 RNA. CD4*/CD8*T bk I 4 fits b A 5 76 B & AH
*M (P{E#>0.05) , HIV-1/HCV &I £ PBMC 15 HIV-1 DNA 5 CD4*T k4t
BOEAHRME (r=-0.13, P>0.05) , 1 HIV-1 B—&4L] 3% PBMC H .4 HIV-1 DNA 5 CD4*T it
EE 2 - 5L k% (r=-0.16, P<0.05) .

58 HIV-1HCV &Y HAART Ja4hE LA HIV-1 DNA E& N, &3F HCV YLl fEiE 22
HIV-1 JE&4L3 HAART J5 2 HIV-1 DNA [ T [%.

PU-025
kiR & F B BB b S AR B s PRAFAE ST 4

VFRE X0 T A, 2 1R PR
JoI A NN R B B

B b 3059 6 51 B 2R il o5 A5 P97 2 1D PR AR

FoiE W N T\ ESEERE 2012 4F 1 H & 2019 4F 1 A 43R 55 151 3805 & 5 8 BB B it o i 2k
AR, B2 CT 5| R R EMEHIER A (CT-PTLB) , X AHIE IR B R AT B 2347 -
GER Vi A F R B AL A A N R BRI A k., K. = . ARE IR, R
BRGSO, R SRR . R MRS, AT B R 52 ] (94.5%) i @I
E R A E A2 W, Horh o BT R R 24 6 (43.6%) .« H RS 20 B (36.4%) . IR
A7 19 ] (34.5%) , HA 11 ] (20%) NIRGIHAE. HRASMRAHESSGE% ART L ZE R
Hair %= X (¢?=7.514, P<0.0167) . HEH . XA A MR CDA+T k4 g itk
B, ZRAE%i%5E Y (H=21.284, P=0.000) , T EEXINAEELHHES IHFEH. MR
CDA+T ZHff it H i, ZRA %5 L (P<0.00) . CT 44 R 0w, 4R 45 g 4
AR L 2 R St L (¢2=11.312, P<0.0167) , S EFEASIESHATEA (LA
+HiR D Ak R ZE A AR L ( (¢2=10.982, P<0.0167)

5 B A T B R A7 PR AR DL B AT B B R e IRDR A B R A N T, R
Wi S5 G CT AL A IE . /275 ART A CD4'T #kEE4iiE H4L.
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PU-026
BEAMEIBRE HIV BEMREIATR HIV
P BRIE A FIG FRAFAE 547

I FRHE 2R 2, 25K 40 2 b o LR P LRI 2 2R AR
LT EE NN R B G 0 2. 1758 )\ N B B B A% S i 52 it

BE 7 RES ARG HIV RS PURTERYT (ART) J5 HIV UL R A1 Dl R HLim R
FREAIE

F¥E LL20194F 10 H & 2019 4F 12 H, J MM 3 )\ REEBTEGL 112 B U5 1 4 B RME R G HIV
PEFN TN R (OFIE ART I 08<14 5, 52 ART21 42 , IS HIV uiEk, 7
PRAFAE -

GEEL KBTI 106 1), BE 65 4] (61.32%) , ik 41 ] (38.68%) , 4E#S 2~21 %,
L34 (2.83%) HJL HIV HUEFERH (FRIARBAYELD , 10341 (97.17%) HIV FidEHE CfRifRFHM:
) . 36 HIV PiikiE B LA B, BT 6 ARSAIFIREZ ART 1697 . HIV JiikiE I g
5 HIV HiikPH M B PR s s K98 4.67 (4.19, 4.70) K 5.17 (3.96, 9.01) F. 5%
RFAPEAA L, PUAEE AT UG ART I [AJEH., ART #i CD3*4Hfit 4. CD4*4ifit%. CD4*%
J: CD4A*ICD8*LUE By, 1 HIV RNA £ & KEUHEIA . HIV FtikE [ 38 ART i3 ol kg,
1M HIV FiikBHIE 35t 63 1 (61.17%) A E/b 1 FilathEyg:. ART 1897 1 4EfE, HIV Hilki:
FHEEE S HIV PURBHMSEEE HIV REINHIR 558 33.33%. 43.69%. HIV JiiRFEEH 45 M1
MK HIV RNA JiE BRI 2609 100%, 1 HIV Uik BH I S35 0N 77.67%. SHufRBAVEA LA, Pk
FHPEZE ART J5 1 45 222471 CD3* 4l it 4. CD4*4ililit%. CD4*%. CD4*/CD8* Lt {H 5 .
G0 SRIBMERE Y HIV 0B E B2 P0REaTT, mTReIl HIV JUkFERE . R Wogd: L
HIV &Yy, R4 T ART, BT HIRE A A H,

PU-027
EHMEERFRRTRERSHRE HIV/IAIDS BER HIV
HXHSAMDhEERER L B R EF mEE

RET R G, A& W, R T
T T AR DY R B

B b i % S diny7 (HAART) e BRI 204 5 1) HIVIAIDS B35 1 HIV A5t
ZANFNTREFERS (HAND) RAEE ML LR &,

FiE ¥ HAART 5 LIS I 20 A6 58 160 40 41 HIV/IAIDS H W N WREZLH,  TCHG G 20 A S8 18] 40 4]
HIV/AIDS H3E AN . RA SRR (MoCA) &R VP E A £ H KA EIThREVEA
FLi il g2 4 5 HR A1 P HAND 235 5 9F HAND B [HIG R BRI ZZ 5. /il g2 40 & 4= HAND 11
S[R3

LR WS AR FEEL. MoCA B KT X IR 5 x4l (P<0.05) , {H HAND k43 J HoAth #%
BEFB TR 2T (¥ P>0.05) . MEHF, 59E HAND # L4, HAND FHAER TR, 4
FNA CDAT #hEgu it o A% (¥ P<0.05) . Logistic [\IJH>Hr &, SN, FL
CDA'T kL4 B THEh PR 2 M 22 4 i R AE HAND el R 2 (3 P<0.05) &

258 HAART Jo tH BRI 434 55 1) HIVIAIDS 3% HAND RAEF & &, HINmhae =T e 4
A, HLPEREOR. CDAT wkE I BUE N i & 5 5 B HAND.
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PU-028
TR e R mRbam B BB E R MR
RERIATTRTTMREXE RS

ARSRAR
FIE T = NREEFE

BE PR AN EE (HIV) B B2 il % SW B3R T (ART) —4E J5 97 R 52 M [A]
-
FiE kR 2017 4 1 H 1 HF 2019 4 12 H 31 HYWIZ 10 353 Hil#fi2 HIV B&Ye, CDA+T ke
41 ffe <500 Ml B EEAE AT N G NEIRBITE ART BRI T kLA RE . B kR4, NK
4Hf. HIVRNA; £ ART —4E 5kl CDA+T 4fiffl. HIVRNA.

GEEL O\ ik HIV KL 540 E I CDA+T 40, CD8+T 41, Btk 4uf. NK 4Rk K F LT
fFEXT IR NEE, ZRESERE Y (P<0.005) ; CDA+T 4. NK Ziff. HIVRNA 7£ 5% 5 i3
I RIMEHEFHRIEKTFERAGITEE L (P<0.05) ; ZRESH I CDA+T 41,
HIVRNA 54 B AR A MM (P<0.05) ; NK 4iffl. B 40ffi7t ART —4EJ5 HIVRNA 215
HRFPRIEKTFEREGIIAE N (P<0.05) , ZRESHTARKI NK 4008, B 4055
MNEAF MM (P<0.05) .

i ART ZHI CD4+T 4ife. HIVRNA FKIA/KFE ART —4 5 e EEAURA — @M NK
Y. B 4 EARTE HIVRNA 2B HFEH 2 (M RIEH — e 2R, (H5REHNE T,

PU-029
AR E R B E A M B ARG HERFEB R

AR SRR, R IBE AL, i 25 0, S0/
BT = AN REE

BE S EARSA (NKD 4B N ek bami s (HIV) B 5 25 B 40 Wi 18

ik P 2017 4F 1 A 1 H—2019 4 12 A 31 HE U2 HIV &L 1188 Hi{E AT S Xt
K R S 5 A W 2R RLBE A IS I AR R I HIV RNA ;% FH 0 48 A 4 ARl 40 & 1
CD4'T 41t %, CD8*T 4 it%. NK 4 it4k.

ZER NIk 1188 B, AN CDAT 4Uit ¥, CD8*T 4ufit-Hr. NK 4045 4a B A HEAH
tb, ZRWEGITHE L (P<0.005); Wi HIHEE CD8'T 4iiit5. NK 4ifit%. HIVRNA ¥
KT AR B E (P=0.000) ; NK 4iit5 CD4+T 4iffi. CD8+T ZHfiu £ 1A% (rs=0.381.
0.354, P=0.000) ;5 HIV-RNA S fiH% (rs=-0.064, P=0.028) ; %I HIV &Y% 5 7 W1 ki1
ROC HiZ: F AR 0.694 (95%Cl: 0.664~0.724, P=0.000);NK ZHJf W HIV 733 cutoff {5 147
ANl REQFE 74.7%, Ttk 57.8%. 2 KT I NK 4B HIV &S5 7 3 EXP(B)E N
1.003 (95%: 1.002~1.004, P=0.000) .

2 NK FIrE HIV BB E RIAKFIH BRI, HBEERREREE P TR, AEN HIV Y
J& o R A e bR 2 —
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PU-030
ARERIEHBRLDERZIEERE. FTESREHEM
R SR R EIaTT 3 RITBIEL 54

AR ARIRAL, SN Bl 0 B, RNEE
FIE T = NREEFE

HE STEeatrismTs (TDF)  fikRkE (3TC) « KAEF e (EFV) FFFZ KE (AZT) .
3TC. EFV “MPtiE®maiasT (ART) R NGESIEHRTE (HIV) BB E Uk a7
o

Frig i 461 BlZWTN HIV B, CDA+T #REE 41 <500 ANl {1 EEE A7 %, 351 #3552
TDF. 3TC. EFV ifJ7 (TDF 41) , 110 ##5% AZT. 3TC. EFV iGJ7 (AZT 4 , Nkl
ART FIIAI CDA+T 4iffl. HIV IR (RNA) , fEWGI7 —EJGEERM, AT Lot .
GER FRIT T FRTE CDA+T Al DA R Gy S A )%, E RIS R L (294/351
vs. 93/110, P=0.753) ; L. HIVRNA<200copies/ml N¥i#, ART —F iR rNER, A
7 A ZE R TG0 X (335/351 vs. 107/110, P>0.05) ; L HIVRNA<20copies/ml
bR, IEFPRTTENER, IR T RERE SR L (283/351 vs. 100/110, P=0.012) ;
Logistic — 7o [l )4 4> #r i 7x TDF ZH i 5 7 N & R W & T AZT A& (Exp(B)=2.224,
Cl195%:1.086-4.554,P<<0.05) .

g8 DL AZT RGNS SRR BIR YT T BT RN AT A5 UL TDF a7 AHAL; DA
AZT R T SR A R IE (BL HIVRNA<20copies/ml AkrdE) KT LA TDF AFERHK 77
E

PU-031
FIMES5 R4 HIV/AIDS BN R
Mt S TR AT LR

JIMEASHT, R 5, T AR, T T 0 Al AR R
FHR T 2 3k DA R BE ST ot

B 87 [F) 1 A R RS HIVIAIDS 33 MU 5 4 & SCRERIRGL, FE TR E I E R .

JiiE R UCLA IR E R . HE T FEE (SSRS) X [FMEASAIREIER HIVIAIDS #3547 17 45
WE, JFH SPSS #AF /b 9 7EAIUMUB R A 2 SCRRIR DL B 10 2 57

g [FMEAS HIVIAIDS 35 MRS 70~ 42.883+9.856 7, #4353 70 N 26.819+5.061
Sre SPEAS HIVIAIDS B MRS /2 A 46.149+10.453 4, M3 F#f345ry 27.692+6.520
gre [FMEAS LA HIVIAIDS B fEIUUERAT 7 A Gt L (1=-2.204, P<<0.05) , fEft%:
YES EEGEER (1=-1.024, P>0.05) .

2% RS R HIVIAIDS B (44 TR IIER, IO T bl b, (HAE
TR HIVIAIDS £, FHmE R K- E, $EnImREE S N RTESR A 3 R, 18
T2 0E SRS HIVIAIDS 8835 IR
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PU-032
e B 5 RE R EETT LA P 3L ik 1 e 8 & o
FRERMRAAR, THRBER

Bt
A A AR

B B U 7 e i 9% 58 p BT AU P S 3 e B 3 X B et il 28 RA RN AT R B B N

Fii R — MR R . BT b il 58 928 155 RIS 8% Jun1 8] 2 9 6] 7 7ed fili 98 7 s By ATLAA) P S8 05 13 e
BHHAT IR, T RSO e R X R AR AT N R N

G5 NN, AN [E) SR B el il 98 52 e BRI ATLA) P 30595 A3 e 26 28 o0 el il 48 — M R iR I
T DUTE 5 76 il 28 A B I8 A2 b IR 28 SAR 3B A& B RE MG ok 11 38 B 72 5 (P<<0.05) , TEZ KA
B TR R R ESR (P>0.05) « ITARMNAH, RAKRKSEREZH, ANEANFIL
NZHHT LT 98 52 R BT ATUAA) PN S0 (3 Bt S 3 AT DR IR R 15 D A 92 155 1 1) 2 75 d st I s s MR 1
R LA ZES (P<0.05) , fEHE M EMEENE L LEEEZR (P>0.05)  1H% RN
M, SRAT R R e FERE AR R ETK (49.04%) FIE (48.08%) ; fie E ok i 25710 5t
R BIE BT (50.00%) FEEAE X AW N (48.08%) ; s A6 @R BN (39.42%)
MBURHE G /1 (34.62%) o RAKKLE SRR, ANFEFEE 2P H0 il & 8 s BT HUE N
TEIAE B B8 () & SN TE SRy IR 1 P 25 RN 4P 48 it b B 3 1 %2 5 (P>0.05) &

SEW el 98 58 AT WA PN S AR e B B et i 28 (R R R L, (HAE S N AR
UMK EN, FORES N AR IO B 145 & S oI I AR, (Rt o E .

PU-033
XHmrr P EERS RS EARERES

i
WA 3 T AE I RIS o0

BB PRI S0 7 40 70 W P B 2 BELWT A B A OR,

JivE X 2017 5 7 A& 2018 4 1 H [HRIBE BRI 59 B 305 AT 2 R B, SRECRR 2P
Wik i, JPOLEHTAE) LA SRR I LR

53R 15 59 BlE A L, R LIV, Hor 58 FIFTA LY HIV BTk,

S50 0 ICREIN P I AT RS BH T B, BRI OK AR A LI SEE R R T LR, BRI I PR
VAN =S

PU-034
KREMBFELRERTT 6 FlsKES RN

FEOR VBT UL, 2 s R 5 5, W R B — ML 31 4R ot
AEHOR A — BE B

B RRETURERRGIT IR Th T BILT 4L TR AR AR HBV FH A S AE A 8 2 e A 25 oA
R REV I
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Tk MARPURERIRIT ORI AL B2, B2 BB RHPUREGTT, WHERL XS 52
BEMW FIB-4, APRI A, RN EENCEIMERFr GP73 #1 CHI3L1, COX [RIH 4 #rit & IE A
JF 1 4 FE AR AR AT R A ¢ 5 A XU T

GEEL AN 42 B AL REAL s, BT 312 S, A 9 LEBE KK AEM, Hd 4 4T
JE, 5 AR, BEUTIARTEEFEINT . REAELZSFMMEEIL FIB-4, APRI, LSM, GP73,
CHI3L1 Ff7 484 7l /& 3.84, 1.75, 18.8kpa, 83.93ng/ml, 183ng/ml. K& b L L FIB-
4, APRI, LSM H47 {23 552 8.05, 2.35, 28kpa,137.73ng/ml, 217.4ng/ml. St 8 FLF 44k T bridk
ITHRZE COX [BIA5HT, KINFEL FIB-4. GP73, PUREHAITH 1 L5 4 APRI. FIB-4 23
JRERIRYT 3 AT LA A 4E b 38 hn s 5 2 S R AE RS AE G . Hodr, 5 —4 APRI K FH%&
HEMRAERKEEMR, K& A 2.305 (95% Cl:1.422 3.738) , LK IE G RS L A 2.464
(95% ClI: 1.372 4.425) . X PHANBE B0 28 p g0 & 2B WL AE 43 1 & 0.657 (95% ClI: 0.409
0.905) #10.781 (95% Cl: 0.584 0.978) .

W PURTHRITIEREF, TR LG TR bR AR A 0 R AR 28 AR S A TN E, & F R IE
J& (1 APRI (AR A0 28 5 A i A XU TR 55 1= o

PU-035
SZEMERLRI IS RERMB RS TIFt

(Gl

FETT R — ANREERE (Rl RS2 58 iR EERe )

B ) SRR PR 12T R S8 T R R0 A S Bk

TiiE JT e LR s i A BE#OCR A, SREVEBRBEVER T 112 T e S0 Tl £ 2 A B AR O fit
RER TR R R B AT+ s SRR SR T AR OGN QIR - RN B
T BRI PR ARy, AR 12 B ROR B SRR G E T s T 3Lk T
BimR s QRBOBZAE. SRR 112 BE AL L B B hg it —, N SRR
BRI, RWREAE; @3 —EH: FES N RBNZ 5B — X — =8 AR
d, BIREPER 112 B AT R R HEE, PGSBS OBALMERI TR - wiE
I3 XAk S BEACRER AR T, A0 5 4R RN, 4 45 FHERf . PRARI I3, St xt - 3Rm Tl
B AR ARG DL 8L DL 2 07 A REBCH - e 112 AR+ 300 A RIRE BE I3 303
TR A SR FIR TG DU AT IR A . PRl T T e 22 T ALk Tl i e 7 5 o5 s R A L
B RV

R 27 AL R R B RCR B T AR

S50 0PRSS R I IR 2 07 3L E T £ R EUE AR e 6 25 Dol M o A i il . 300
i I PR DL IR LA et s, mIdsd BEEE . MUBRIPEAT NS IR AT AL 1 . SO0 & — P At
M ARG, EEA A2 AT CSON™ E I AL AR A 2 E . i H AT e
BORTT T ik HORBEAE T . TR, fedt Rty TR MITiz —. BRSAGIEHAD
FTERIIMRAR, RHE . BTSN R s e NS AT . et 12 8
R ZIRIBANRA R AR TR E IR O, A2k B EAR R BRI H .
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PU-036
BARGHEMRGTT R B E S H EEM KR
IEPRTT 3 R R &MV

WRIE 2= R3S R, Fhae X AL, e T
MF A QR BB ORI TS N AR EERE D

BB P NK 40767 SCRE0 A I 30 Ml 2% 5825 1 R SOR R H 2 4k

J7i% 2017 4 10 A & 2018 4 6 ATEAN T 25 7S N R B R BEia I7 A7 & AHIE AL N brife 1 3%
iR 70 B, BEALY ERIATT A IR, R9T 2 BURYSIR T +2 MITRER NK 4HPiGT7, SR
HRBZPURGSRTT, RS 3 AN H o KRR ANSMNA M7 55 NK 40, SR8 38 )5 T IR IR
1697, NK4HiGY7 & 1x10 Vcell/r i, LI RE.

SR RITHT, WALERSE N D SRRE SRR IR AR A vl Ltk . W97 ), 1RIT4LESE WAk 25
(75.8%) . W5 2] (6.1%) . IR 6] (18.2%) , XIIELER 16 5] (43.2%) . If#: 12 4
(32.4%) . XL 9 B (24.3%) , RITHIGRITHUFFXHA (x2=9.521, P<<0.05) ; JAIT4
FET: 8 15 (24.3%) , XTHRLFET: 11 4] (29.7%) , WAGRILREH BFHIEZER (x2=0.066, P>
0.05) . CD3+. CD4+. CD8+T k4% & NK 4Hfiu V% CD16+CD56+ [ 43 tbityy 4H 5 5%
TXR4L (p ¥J<<0.05) . PCT HHFIRITH (75.8%) BEE TXHLL (48.6%) (x2=5.410, p
<0.05) .

98 NK R Y7 A Bh T4 m i 8 5 & R BN 2 AT 30 BICH A B M.

PU-037
TRE KT HIV BREEREE
EERERARWERS

PN, PRIE 2=, 7K 55 e AT R
FBPH T H5 75 N B Bt (707 7 48 1 G4 B2 )

B T R A K EAA A7 1) HIV G 00509 58 3 (PLWHAS) AL A7 5 & S R R 2R

FiE KR HIVIAIDS A7 5 &R (MOS-HIV)XHI 48 217 BlFiREasT 10 4F PLWHAS
BATAEAF RV, SR 7 22 90 BT R0 22 S04 P 0] VA5 A A7 o 8 1R s i BR1 3R3E AT 2 A

5B PLWHAS EF{#FE M7 46.00+9.85 43, O FEfEEEM ) 45.01411.79 7, HrPHUAThRE.
IR, R, RN 73.62+24.14, 78.66+32.99. 72.60+25.35, i MAAfERE. k5
FIPE ST RN R A AR A B, /A 40.30+29.78. 57.10+17.66. 56.57+18.94 Al
50.92+20.81 4. HBFFER. Bl SRR, B INKTF. &R e omibszm KA
17 B H A PR R AL O B AR VR 4y, JCHRER . I AR H B A A7 2 R K
0 W FE KA PLWHAS A7 Sk, SRR, INEIK. A IF e o AR TS i
ERG, BUHKIIZAETER) PLWHAS 455 8 2 SRS R, m AR E.
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PU-038
LA EFV A#liaiimsiair /3 R HIV/IAIDS BB R
BB M AE Bl I E e E AR

T2, B, S B0, SR OE MU, (T e
AT A S B AR BT vt

B TSR B +H K HKAER R 77 ZX01E HIVIAIDS 5 53 [R1 470 8 3 0 i K o i 35 45 2
if-A 8

FE [ Hr 209 B A HK % + & AR B R AEBAC N WIUE 77 218 HIVIAIDS 55 55 [F P2 i
HIGR TR LR R PUREEIRYT 96 s CEFE: SHMEEE. Him =, KEEREAM
PEERRED MERE B R RSk RS TEE. Castelli Risk Index-1. Castelli
Risk Index-2 Al MK BB Bk s FEREALFEHO IR AT

g8 209 %1 HIVIAIDS 5 B[R EERL U SEEREEA (HDL) % (47.34%) , Hil =M
(TG) F+fr (20.57%) ~FE; HAART 797 96 Fl, RIUNHM=E (TG) Fm (24.40%) . ik
#% R & H (LDL) Jh & (10.05%) sk H [ B (TC) Fh & (5.26% ) Al %5 & g 22 A (HDL) B I
(11.00%) ; teEGRITHTE METE R, ZRBA SR EE L (P<0.05) . JRITHTAIGIT 96 JH L
%, AIPff] P<<0.05, CRI-1ffj P<<0.05; CRI-2 ff] P<<0.05, ZRHIH ST L. OMEFHMH K
BT B s B B i (AIP {£>0.1 98/ 9 fl; CRI-1>5.0 Ji/> 3 f5l; CRI-2>3.3 /b 14 fi;

AC24.0 Jik/> 6 %)

5 (1 3TC+TDF+EFV 5 Z#ATHUIRFRIEYT 96 AR MSM B B S0 A A B, Kz
I U I A 75 R A 1) PRI A 48 o

PU-039
Nucleoside reverse transcriptase inhibitors induced
hepatocellular mitochondrial DNA lesions and
compensatory enhancement of mitochondrial
function and DNA repair

Huaying Wei,Jing Zeng,Jian Wu,Luxin Qiao,Qinghai Chen,Dexi Chen,Yulin Zhang
Beijing Youan Hospital Affiliated to Capital Medical University

Objective Nucleoside reverse transcriptase inhibitors (NRTIs) are widely used to treat human
immunodeficiency virus (HIV) . Besides inhibiting HIV reverse transcriptase, NRTIs can also
suppress human cellular DNA polymerase gamma and interfere with nuclear DNA repair and
mitochondrial DNA (mtDNA) synthesis and repair, resulting in oxidative stress and subsequent
mitochondrial dysfunction, however, NRTI-associated liver mitochondrial toxicity is not well
known. In this study, we set out to determine whether NRTIs could induce hepatocellular mtDNA
lesions in the tissues of HIV-infected patients and NRTI-exposed mice.

Methods We chose the liver autopsy of acquired immunedeficiency syndrome (AIDS) patients
and the liver tissues of mice with 12 months of NRTI exposure as the object,and we used laser
capture microdissection to capture hepatocytes from liver tissues. We used immunofluorescence,
gquantitative real-time poly-merase chain reaction (qPCR), Amplex red and horseradish
peroxidase, and cloning and sequencing to identify NRTI-associated liver toxicity.

Results We observed long-term nucleoside reverse transcriptase inhibitor exposure induced
MtDNA oxidative damage in mouse liver and long-term nucleoside reverse transcriptase inhibitor
exposure increased mtDNA loss in the liver of mice. We also observed nucleoside reverse
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transcriptase inhibitors in mouse liver triggered compensatory enhancement of mitochondrial
function and long—term nucleoside reverse transcriptase inhibitor exposure increased mtDNA
single nucleotide variation in the liver of mice.

Conclusions In summary, NRTIs can induce liver mtDNA lesions, but simultaneously enhance
mitochondrial function and mtDNA repair.

PU-040
BAETIRANMEMERRKAETET HV B KEERRE

R, KR
HAREE BRI b B IR BE B

B PR S TIBCA B e AR B A R B VR TT HIV PRV B B0 BRI 7 3L

JiE X 14 4] HIV BEPEE E g0 i0g B g7 w4, 55 6 6, Zc 8 9, 4% 40 ~ 68 & ("7
43.6 %). Mz 56, Begry 2 6, i 16, R 16, i 34, B 2
fil. 2012 4F 6 % 2017 4 8 H, 13 HlEEATEA JIEIRA, BAHASE &R & B AEHEE R
J7. BTG 10-40 N H . KA MSTS93 Wor RGP AT e, MBAREE K. T . FFRIE
KAEZ, MSTS93 V4 KB i s -

GR KNREE RN ER . 0975, 14 BIEERERL, TP AR &E. 5B EREaa
RIF, THEMRZEHF. BEME, RELDREES. RE 6 N MSTS93 14 24-27 47
(24.5£1.08), ZRH it = X (P0.05).

g0 A JJBA OB IR B AR X HIV BV B AR 827 30k e, e e m
BT 71

PU-041
HIV BRTEB B LIRS B H RVRTTH

5K 5%
HAREE AR S R A BT IR BE B

B 50 HIV BEME B3 BB kIR SRR T iR FE, DA T AR G RS I AR Z5R

JiE 18 ] (32 #5) &, W ARCO 70#, . ARCOI ¥, 11#, 1745FLIR)E R AREHEE AR, 1l
B V. HTEECTERAR, RIUARENEEE CD4A. Wi ESRIEER, NAH X &t
J&. Harris VE AT 2 GG IR PEAY, oA LB 448 i, By B BRI B 8 1 R AR

SR ARH 10 BB, FHIFEVIN R N(12.546.16) N H, O B EWIOCTES RIF, Tl
A SRIERE, RAAEBG . I OAEEEIFRAE, TEFLIRE AR EEE A 8 #3412 #)+HH
2] (3 HIT X LitE.

58 HIV IR CE LI E R, RERE QLR RAF, WMEHE, BFEAREX St
1T IERRRIT R, FARR LA
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PU-042
HIV RS H IR S MR B B ENFARiET

B, KR
HAREE AL IR A R IR B B

B W HIV BIES IR IH P& DU E 3T 3 I FAREITRER, J9itdy HIV IR S IRRRIA P & Y
BeE A AR S5,

i [T 2010 4F 11 A —2015 4 6 H HIV BHPES FFBRIB P& DU 9T AT F ARG T H 3k
RV EE TR ZTEFARIEEILT 3 M, RREWEE, WEEFHEERHEIL. 7RI R
KRR -

SR NHEFEI 13 4, B THTPARME, FARIABERAVIT RN EEEEAR, PrE S
A FERRTFA . RIGEETT 15 A, RJFEFrEarE--20y (5.7521.67) AN, SRR R
92.3%. JoH ANE AN R BN, o AR S ki ke A A, eV S & HIV IR I &
RERA, P BEEFHLET s,

g8 HIV HITES IFFRIH P& BT BB A 4 AN T ARG B BRI IRIA T R . 534h, HIV
R RN /0o E 2P AR IV IIHE R R S LGS

PU-043
—HARBFARGTT HIV I B85 S H BB

G, 7K 5
HAREE AR S R AL BT IR BE B

H B W8 — A5 8 T ARIATT HIV B 55 2 1 1 B AE 25 4% PR I ST T R

T 011 4F 11 H-2016 £ 5 A, HTR—MEBFARIEIT 13 6 HIV FH%EE -0 AZ 0 B
WS , EH 13 BIFEN SRR FR. TR, FAIAHILER 13 5] HIV
PERG A S5 % TR B E AN IR . ARG JET-EE L, AT A ). g, e
FA. AEA. CDAT MBI, WEEE. FAYWE. FARKE. AfHimERZER. B
PSR RITES (VAS) M ThREE ASIA 404% . 4ippifé% (ESR) « C RMEH
(CRP) . Jrr'y Cobb fi. JaMBFIER. ERMAE. BAHEE L IGARST 2.

gER WA, 1 FIHPUNEOR, 16 BRI, 1 BRI, 4 B4 1 SER
WA R4, 1 BB SARREEGEIR, 1 PG O EIR A, YR DR, 1B EIEE
B A BB IR R . MR SR B RS MRtk maka. AEA. FRTWE.
FARE AN & TS % ER, WEHA S BABEREIFAERERERAG G H%E X
(P<0.05). HIV FAYEHIIA G IERAEBEN CDAT Mg itsh. wmEsE. naEakAEA
5 HIV IR JG H R R A B LA e it 2% % 57 (P<0.05) . AL B F 3RBl T, AR IRBETII AR
WeEE K, ESR. CRP WKEIEH, WA ERARE. RKIK VAS iF5r. METHEERE ASIA 4>
H. ERFFIER. ERAFENZERTLGHEE X (P<0.05),

S @ AT ARG BT AR BRGS0 8 R PUEAZIGTT . REFR G A, —WE
B FARIATT HIV B A 7B FEAE 55 1% R RE n] SR A5 39 = R IR PRI T 2K
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PU-044
HIV PR B & BB kIR T & R IR i R

R, KR
HAREE AL IR A R IR B B

WHE S35 51597 (highly active antiretrovirus therapy, HAART)ZEZE T A St B b i
#(Human immunodeficiency virus, HIV)EGLdERE, LIRS T HIV HESENAEGAE. BE
AT G BRE G, FHSCIFAOE ARIE BRI . Horp, B SKIRSEAE N HIV PR 8 — A
W FAE, ARSI _ETHESS, EERXS AL BRI 5 SCERIE AR WDy 25, AT HIV BH
MBS BE SR BRI AT 2, ROWALEL. HAART LU HIV A B i AR I i & 5 T, X 4g
W AR IE HEAT 2514

PU-045
Nk B E B N F AR E R E TR sUREE AT 5

A 285, 5K 55
HAB R RS R AL R R PR B

HE FAREBAEG R B R FARK MBI LA, 5RWENE TR M INA XK. KRB E
b N R SR aE (HIV) BHPE B 1 SSI KRR, i SSI AN EIIRZER, FFar i
RIFFI SSI I H KA

JriE AL IR EEREE RFFEAR G SGR 101 61 30000 B FH R R . AT TR RRE S ISR TSR . SR
PR AN Z KK logistic [AIAM 4T, R+ SSI G 2. M IFIAIE 1 V8 15 B TR,

iR SSI py Sz T K 7 L 45 CDA(LLME E, 0.041); P=0.040), IfiyT(OR), 89.773;
P=0.030), %45 % J5i (8, 220.746; P=0.006). i 7 if 1 &4 & 41 K :Logit(SSI)=-2.63589-
0.00314 * CD4 < 430.75 = 1)+0.04695 *(ESR < 17.46 = 1)+2.93694 *(PCT < 0.22 = 1). ROC
28 N R RN 0.946, I1FFHEN-2.1026, BUM: N 93.33%, 4551t A 84.88%.

%5 CDA. ESR. PCT WREMIERIT ARG SSI IR . AT 70 E Ao 1 AR BT i
SSI =R .

PU-046
Treatment and outcome of Pneumocystis pneumonia in
North China: a double-center retrospective study

yang yang
Beijing You An Hospital, Capital Medical University.

Objective Pneumocystis pneumonia (PCP) is a life-threatening disease with a high mortality rate
in HIV/AIDS patients. Here, we assessed the efficiency of trimethoprim-sulfamethoxazole (TMP-
SMZ) in treatment of the HIV/AIDS patients with the different stages of PCP, as well as identifying
predictors of outcome.

Methods This was a double-center retrospective analysis in North China across 7 years in
Beijing You An Hospital and 2 years in Infectious Disease Hospital of Harbin City. The study
enrolled HIV/AIDS patients complicated with PCP who were diagnosed by typically clinical
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features. Patients records were collected regarding clinical manifestations, laboratory findings
and outcome.

Results A total of 473 HIV/AIDS patients with PCP were included and 459 (97%) patients were
not given chemoprophylaxis. Multivariable regression identified lactate dehydrogenase (LDH),
alveolar-arterial O2 difference ([A-a] DO2), mechanical ventilation as independent predictor of
death (AOR 1.014 (95% CI 1.010-1.016), p < 0.0001 vs. AOR 2.605 (95% CI (1.231-5.513)), p <
0.012 vs. AOR 0.050 (95% CI 0.020-0.126), p < 0.0001). Mortality in LDH quartiles range from
1.7% to 54.2%, and a cut off value of 423.5 U/L predicted mortality with respectively sensitivity
and specificity of 87.1% and 76.6%. All-cause mortality of patients with three above risk factors
including LDH(4.3% vs. 47.6%, p<0.0001), [A-a] DO2(13.1% vs. 28.3%, p<0.0001), mechanical
ventilation (12.5% vs. 80%, p<0.0001) are similar to the results of time-to-event analysis (log-rank
test, all the p value is <0.0001). After 10 patients who did not received trimethoprim-
sulfamethoxazole (TMP-SMZ) treatment were excluded, 27.2% patients received agent doses
that were lower than recommended, and their mortality were higher (HR 1.622, (95% CI 1.059—-
2.485), p = 0.026). And adverse reactions (ADRs) were 57.9% and 69.1% in the low doses group
and standard doses group (p=0.023) after anti-PCP treatment (TMP-SMZ).

Conclusions LDH value, [A-a] DO2 and mechanism ventilation might predict those patients at
high risk of death among HIV/AIDS patients with PCP. Treatment of HIV-PCP patients with
standard-dose TMP-SMZ probably don not have better prognosis rather than low dose TMP-SMZ;
moreover, the low-dose regimen is better tolerated with lower ADRs incidences.

PU-047
Treatment and outcome of Pneumocystis pneumonia in
North China: a double-center retrospective study

Yang Yang,YuLin Zhang,Wei Hua
Beijing You An Hospital, Capital Medical University.

Objective Pneumocystis pneumonia (PCP) is a life-threatening disease with a high mortality rate
in HIV/AIDS patients. Here, we assessed the efficiency of trimethoprim-sulfamethoxazole (TMP-
SMZ) in treatment of the HIV/AIDS patients with the different stages of PCP, as well as identifying
predictors of outcome.

Methods This was a double-center retrospective analysis in North China across 7 years in
Beijing You An Hospital and 2 years in Infectious Disease Hospital of Harbin City. The study
enrolled HIV/AIDS patients complicated with PCP who were diagnosed by typically clinical
features. Patients records were collected regarding clinical manifestations, laboratory findings
and outcome.

Results A total of 473 HIV/AIDS patients with PCP were included and 459 (97%) patients were
not given chemoprophylaxis. Multivariable regression identified lactate dehydrogenase (LDH),
alveolar-arterial O2 difference ([A-a] DO2), mechanical ventilation as independent predictor of
death (AOR 1.014 (95% CI 1.010-1.016), p < 0.0001 vs. AOR 2.605 (95% CI (1.231-5.513)), p <
0.012 vs. AOR 0.050 (95% CI 0.020-0.126), p < 0.0001). Mortality in LDH quartiles range from
1.7% to 54.2%, and a cut off value of 423.5 U/L predicted mortality with respectively sensitivity
and specificity of 87.1% and 76.6%. All-cause mortality of patients with three above risk factors
including LDH(4.3% vs. 47.6%, p<0.0001), [A-a] DO2(13.1% vs. 28.3%, p<0.0001), mechanical
ventilation (12.5% vs. 80%, p<0.0001) are similar to the results of time-to-event analysis (log-rank
test, all the p value is <0.0001). After 10 patients who did not received trimethoprim-
sulfamethoxazole (TMP-SMZ) treatment were excluded, 27.2% patients received agent doses
that were lower than recommended, and their mortality were higher (HR 1.622, (95% CI 1.059—-
2.485), p = 0.026). And adverse reactions (ADRs) were 57.9% and 69.1% in the low doses group
and standard doses group (p=0.023) after anti-PCP treatment (TMP-SMZ).
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Conclusions LDH value, [A-a] DO2 and mechanism ventilation might predict those patients at
high risk of death among HIV/AIDS patients with PCP. Treatment of HIV-PCP patients with
standard-dose TMP-SMZ probably don not have better prognosis rather than low dose TMP-SMZ;
moreover, the low-dose regimen is better tolerated with lower ADRs incidences.

PU-048
FEat HIV/AIDS BEmmEaTRERREMZA 2

HRI,UR L R
A B A LB e R AR G R

H B 78R B —ZRPUR 6T R0 B HIV-1 i 24 5 R A5 0L

FiE WER B UER: 2018 4F 1 H-2019 4E 12 H HAART 697 kI (iEYT 6 HLL L, JnE#HE
521 000 copies/ml) HIV/AIDS & 4N I, $FREUFEEE RNA, 2R34T pol X % f gL K
BEATY G M, 536 EHTHEAR RS MG SR BRI HIV I 2580 PE AT Xy, 0Bt 24567 55

LR RN 117 i pol X A B, B 245 %8 41.89%(49/117), (3% NRTIs fif 24584
31.60%(37/117),ABC . FTC . 3TC fi #j 4 5l i5 29.06%(34/117);NNRTIs #H 5% fif 2§ 5¢ A8
27.35%(32/117), 2 EFV it 245 5 15.38%(18/117). NVP it 25 5 10.26%(12/117);L/R Tiif 24 /5
5.13%(6/117);%E NRTIs #iI NNRTIs 32 X2 &5 26.50%(31/117).

L5 B BT PURBRIR YT RGN B HIV-1 JE DR L i 2414 LA v, R L 8z o e i 225 W, — LT 245
N7 R SRR I 25 AR 00, K B A B0 B 9R T 7 28, AVRD i 24 Bk (1) P AR AR 8

PU-049
PR T 3w B & A TT MM B e R ThsE RIS i S 4

(3 NS R N
HAREE AR S R A B 22 BE B

B 43 b3 BT 106k S8 B IR T A M R e S Th R R

T 2017 4 2 H-2018 4 7 A ARBEUCAE 1) w5 B 82 BiE NI 7E 3t &, BHBENL D NH . W
M, FHEL 41 B, HUARAEMPEE, CHESES T, KR B E A IT M E R G Th e
HEAT X EE

g8 ZHBEERNRITIKMNE N 95.12%, BFE & THAMK 73.17%, ZREHIT¥E X
(p<0.05) . WA B FE P HATANE M CDA M E 40 it Haiin, ZRAEBF ST H%E X
(p>0.05) ; FHTHG, MWALRFE AT/ ML COAME MBI BATA e, HO
HIREREE K (p<0.05) . ZHEHESMBEEREMHEERTHL, ZRERITHEEX
(p<0.05)

258 P HE T T i R 0 A AR i SORER R TR TT AR ME R e ThRe, B I IR N A .
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PU-050
EEIFE T xRS R R E B RIPE R o4

(Ess B B
AR IR T 2

B B AT 75 S50 5B e PR B A b SR B S HE T S0 st e B IR B RE I IR

FvE BENLIEEUARE 2018 4 6 H~2019 4 5 A2 46 51305 g NAA X %, RABENLI R
HEKH N A (n=23) FI B4 (n=23) , *F A H 050 B R A BT, *F B HEE R
FESHPET TR, bk 2 4005 B B IR B RE ) 22 R R 2 .

R gnbntprik 2 AR B R RS, PHEE 2 AEF AR ERE N EEEER, Y
R HENE, (H B AEFSGERETE NS, ERAEFGIEE L (p<0.05) . [FI B &k
PHEWEELEEST AL, EREAESIIFE N (p<0.05) .

g 72 BRI IR TAE SR AR S BB U nT A R m P B, R e AR R
e A EEE L.

PU-051
YR B EN R ERT BN OEFER R ERR

EENE SN

AR RS I R AL B 2 R B

H B F b BEA 2 [ AR 20 R 78 3050 8 B SRR T 3R] I AR R -

Jr¥E UL 2018 4= 6 H & 2019 4E 5 HRFEUIAH 48 B L imAT PR esin T B NS R, KA
BEALRE Mg Hosr v A A B 41, X A ARASOERR S HE, X B 4R A OB BRI R AE 2
H, X2 HEFEEE WAV 2 57 BRI 2 57

GER 2 ik BE T RN, BEARY BRI E R E A, s 2 4
BEAREEHEIE M8, H B ASEREREMRT A4l JEH B HEHERAKMNEEE S
T A4, p<0.05 NEFEG2EE Lo

50 SR PO BRI T AR O B T G (R AE R A G B AN RAE 4 S A IR
U NED

PU-052
AR ER s B E ERIGEFEFIER#R

O B2 aE 2 TR
BE mEE,mEE

HAREE AL S R A B 2 BE B

BB 232 300800 R S 2 4 BT A A SR NSO A I AR RACR

Tk AR FELIIRA} 2018 4F 6 J~2019 F 5 HUIAH 42 B 300000 BE fE NI AX R, KH]
BEMLAE MR Hea i A M SCIR AL, % 20 1, b H R AL 26 8 RS G B, 05040
BB RN, XL 2 405 B8 X B TAR R R 2257

SR AN Pk B R RN, MR S B AR R R B m TR A, p<0.05,
G R
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S50 1E DL I 28 5P BE AR R N SO MO AT A R JB B AR i, (RN i e JE 0 4 2 T
TR R e LA AR

PU-053
DIRIPIE T P 3L B A TR R B SRR AR

(RENESERCS =
HAREE BRI R b B 2 BE B

B b 7E S8 B W PR A b R O B BT F06) A B ARV T 2 R

FEE RABHLRS S AR 2017 £ 7 A% 2019 4 6 AYUAR 62 413000 BE 2 A4
(n=31) FZH (n=31) , XfHFHEERHLEESTETI, X ARG, X 2
R B R R .

g1 KTk 62 430 B IR A R A, PEEET 2 B AR R S O LR
5, p>0.05, EGiHER G Sy, 2 A8 EE SR AR HENE, Bk
I B AETE R NGEE N, p<0.05 HA g Lo

g5 15 BER B I PR E A A s O BE A B RAN RS A R R D EDIR A, TR N 3 i
FHAEEREAEES L.

PU-054
MR SRR ks B E £ T RE RS

57, SRR, KA
AR RS Y R AL U 2 R B

B oA 78 S8 R i PR3 B A rp SR FH AN A S 84 PR 5O 5 B A S R R R
Fik RHBEHLER SO A 2018 4E 4 A % 2019 4 3 AGAEH 62 513355 H & BEH L/ H 4L
L, 7% 31 B, XRARERM GRS ETH, W LA EBE R AAIE S, X 2
BB AT A B R VR 257

SR 2Tk 62 B3R EERE SR, CHBEAFRESIUT S EE T R, F
PR M R T A, p<0.05, FEGIHERE L.

G5 72 LI R I R B A o oR AR AL SE B4 BT BN BE 0 Rl & AR A7, R
X i B A AT AR A

PU-055
IR T T 3 kB IR MM R R B AR

57, FHRE, KA
AR RS M R AL U 22 R B

BB B 503 T 06 S50 B 2R M B AT B R RS R AT

g BIEE XA 1) 86 B Wk B, K AL BRI, AR . BT IO S R
IR I S AR A R B RSN, 6 PR A RS RO AR N S AR A T, ISR AT V4

R XTRAREIIKINE 74.41% (32/43) B EAKTSLIH 97.66% (42/43) , HEESIM ¥R
X (p<0.05) , WS EE AR ERG BERR, EFEERI¥R X (p<0.05) .
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S50 W RN R E AT P BT IR A BRI IR R S S B . BERESR IR B, X REiE e R
XTPRMNER A A R BAHE e

PU-056
40 B8 & R Z T EEIERE R R IR D4

3 WO A SR R
HAREE BRI R b B 2 BE B

EH 700 B S G M IS O PRARY i LA SZARH L F 97 B it o

Jiig KNI BOE KA BT 2018 4 3 H~2019 4 2 AW 40 ] S SeBe E -9 B3 73 9 H 0
H (n=20) FMWHEH (n=20) , 4T MM E 5 RBEVEI B SLhtife Sy BT 4L
WG RS AT A M S A R BT, XL 2 R N R R = KT SAIBLL KT BL &
RARIRFE BT 257

SR KN EE RN E R R, WEHEHFNAREEMKT . BIELRKTFALR%
BIRFA BT B B2 m T WAL, p<0.05, AZHERI

S50 75 B 5 Bk AT R I PR BE AR oo BB I RS RO3EAT 70T, I St R % 7 2 T
1552 I IR R -

PU-057
DRAM Is Involved in Regulating Nucleoside Analog-
Induced Neuronal Autophagy in a p53-Independent Manner

Xue Chen?,Ziyun Gao?,Jungi Shan?,Bishi Wang?,Luxin Qiao',Dexi Chen?,Yulin Zhang?
1.Department of Infectious Diseases, Capital Medical University affiliated Beijing You An Hospital, Beijing
2.Department of Neurosurgery, Second Affiliated Hospital of Nanchang University, Nanchang,
Jiangxi Province

Objective Although the antiretroviral therapy (ART) effectively inhibits the virus colonization in the
central nervous system, the widespread use of ART does not reduce the prevalence of HIV-1
related neurocognitive impairment (HAND). Therefore, antiretroviral drugs can not be completely
excluded from the pathogenesis of HAND. Our previous studies have reported that long-term
exposure to nucleoside analogues (NA) can cause mitochondrial toxicity in cortical neurons of
hand patients and mice, but the exact mechanism of NA related neurotoxicity remains unclear.
Changes in autophagy can lead to protein aggregation and accumulation of functional organelles,
which are signs of some neurodegenerative diseases. Therefore, autophagy can be studied.
Methods In this study, we used the samples to determine whether neuronal autophagy occurred
in the CNS of these patients. Immunohistochemistry with H&E staining showed the pathological
morphology of the cortical tissues, and immunofluorescence microscopy revealed the presence of
the HIV-1 envelope protein gpl120 in the cytoplasm of neurons. we selected AZT (25, 50, and
100uM), D4T (12.5, 25, and 50uM), and 3TC (12.5, 25, and 50uM) were maintained in the neuron
culture media for 7 days, and flow cytometry was performed.We increased the concentrations of
AZT (200, 300, and 400uM), D4T (100, 200, and 300uM), and 3TC (100, 200, and 300uM) and
observed changes in neuronal autophagy and apoptosis.

Results In this study, we first found an increase in autophagy in cortical autopsies from AIDS
patients. Then, we found that low dose of NAS can stimulate autophagy of primary cultured
neurons, while high dose of NAS can only induce neuronal apoptosis. Na induced Bcl-2 and Bax
expression levels determine whether neuronal autophagy or apoptosis. In addition, the level of
neuronal apoptosis induced by NAis related to the dysfunction of DNA polymerase vy.
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Overexpression of damage regulated autophagy regulator (DRAM) is also involved in NA induced
neuronal autophagy. P53 plays a role in the regulation of NA induced neuronal apoptosis, but its
role in Na related autophagy remains uncertain.

Conclusions In summary, DRAM is involved in the regulation of NA-induced neuronal
autophagy in a p53-independent manner. Further research is needed to investigate the
underlying mechanism.

PU-058
The clinical application of Metagenomic next-generation
sequencing in immunocompromised patients

Lin Jia,Yong-Feng Wu,Yu-Lin Zhang,Cai-Ping Guo
Department of Infectious Diseases, Beijing You An Hospital, Capital Medical University

Objective Metagenomic next-generation sequencing (MNGS) has become a powerful tool for
detection and identification of human pathogen which allows for immediate optimized clinical
treatments. It sheds light on the dilemma for difficult-to-diagnose infection in
immunocompromised patients. However, high levels of background noise in metagenomic
sequencing , the need for specialized skills and no consensus for standardization of
methodological workflows make it a major hurdles for the routine implementation of clinical
MNGS in patient care settings.

Methods From March 2019 to June 2020, 112 samples were collected in Beijing Youan Hospital,
and their retrospective diagnoses were classified into infectious disease (ID, n=86 [76.8%)]),
noninfectious disease (NID, n=20 [17.9%]), and unknown cases (n=6 [5.4%]). The diagnostic
performance of pathogens was compared between mNGS and culture.

Results For enrolled cases, 78 (69.6%) were patients with AIDS, 31(27.7%) with liver diseases,
1(0.9%) with COPD and 2(1.8%) with no underlying conditions. The sensitivity of mMNGS for
diagnosing ID was higher than culture (80.2% vs. 32.6%, p < 0.01), but the specificity was lower
(15.0% vs. 95%, p < 0.01). There were more mNGS false- positive cases in NID than paired
samples tested by culture (85.0% vs. 5.0%, p < 0.01). A superior positivity rate in mNGS than that
in culture for diagnosing mycobacterium (71.7% vs. 33.3%, p < 0.01), fungus (54.5% vs. 45.5%, p
< 0.05) and viruses (MNGS only, p < 0.01), but inferior positivity rate for diagnosing bacterial
infection (52.9% vs. 88.2%, p < 0.01). mNGS tends to be more likely to yield a positive finding in
pathological tissue (36.4 vs. 18.2%, p < 0.05) and bronchoalveolar lavage (26.7% vs. 53.3%, p <
0.05) compared with culture.

Conclusions mNGS could vyield a higher sensitivity for pathogen identification in
immunocompromised patients, while it is unlikely to replace pathogen culture, it can be a
complementary test in certain clinical situations.

PU-059
ORMEYRES HIV BRENHARER

ZEX L SR L AR 2 (T RKOK 25K 1
L HREE AR 22 I SR AL 5 2 BE B 2. 1 #REERL R 2 Ak e 22 e B AR 2 &

HE ABHZE B % (Human immunodeficiency virus) Y« B3], CD4AT ik B 40 i K28
b, 1E ERIE IS, FEOAEN SRR RS . 2 2018 K, &BERAH 3790 /1 HIV &
ge, Hr, %2330 55 NIETEEZ PR FESRI%TFEIRYT (antiretroviral therapy, ART) . R4 ART
REBE AR HIV BRAE NSRRI A2, (A1E HIV RGBT B, & E 458 1 A 93 2847
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SRS O RS TR . D BR A Bt KSR i, JF AR S B A m T K,
AR A 5% T Ji 59 1A R AE A3

g A0 EEy) 700 ZMEEY), BIEME. HE. BEE. R, RA KRR,
L FEIR R T e P 2 1 D s A i v o LR A 2 D i e R I £ B R oy, R R R
B 7 (Firmicutes) . fL¥F % ] (Bacteroidetes) . ZZJE T[] (Proteobacteria) . % ]
(Actinobacteria) . #RJiEf&[] (Spirochaetes) LLK&MAFTH ] (Fusobacteria) 575/ F £ [ 141
o TR, RN HIV IRGH GEHE BT T IR BIBEAE, (HEXS HIV G O
TWAEPRERTE AR . HIV RS S, OIS RE DR 2 AN =2 B R A e . il — Ui iR B, 5
HIV R AL, HIV G DB o ZREERE T, B 2 IAAEZE R /£ HIV K
REMOBEMAERET, FEKIRERB (Veillonella) . Z K JE (Rothia) A% Bk H &
(Streptococcus) FIFEERENIN, T4 EEE (Neisseria) [ FENE 3 FFIK .

R HIV LS, DESTEDRE R AR IR A 2. b, D iR g 2 il 8 vT e 2
HIV B DA B R R E BN R —. D RS SRRy, SR EERE
A (IgA) . RHEBECAKAE ER KPR IR, PR AR A%, 60 R R 15 45 EEAE
o Bbak, HIV &GS, [ S 4n i g Mo s sl DL DIRE 2401, AT e 350 100 s [ AT H i o 20
IR, NI B 1t A DR S 1R DA R 34 0 s 0 PR R o

g RE ART fetB i HIV LA E ], 30 CO4T kA, sl D i i
RAEFFSEELIGARER, (HAE HIV B DA AR e KR . HIV B S O il sk i
Z A A AR A ANTE 48, A9 75 B — D I AL AT IR NIR T

PU-060
AT BB R AR P A B A R SBUR

B2
HAREE AL S IR AL BT 22 BE B

B R AR B AR R By @ ng N AE

T FENLEBUA B ARG 88 BB E NI AN %, RHXEIEH L0 NE AW EH, %
44 5], FEIARHERME S, WA i Bym@Es 1y, A B EP e EE. JE8
PR 5T

R A ik iaR R A RN, R E AR S B 2 R, p>0.05, T4t
R PHEERAERE OEEE AR HENEE, HUWSRHEESGEREENTEE, A4t
=X (p<0.05) .

250 TEIRL B E I PR3 BE T AE Fh 8 hnva i@ 35 15 v] G R s i R4 BE o & o

PU-061
HHPEMAREEREERGEERENM

B2
AR RS M R AL U 22 R B

B 3T A LRI B0 R 2 3 B A o ST 419 7 B 5 AR 2T B R

Tiik RENLEIUAS B RHGA ) 86 BT IR B TR B E NI 5, RAIB TR ARG BN 2
xRN TEAL, % 43 B, XRACR ARG S B, DHedgingn 2, LR E A
AT 257
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SR N H AR E R E RN, Gl HS 7T AR R A U AR AT
WA, AEtbEf gt L (p<0.05) .
G598 EIIRHIR I B TR B i PR P B A vh St 4 5 47 P AR 2 2 I OR .

PU-062
HIV BAY MSM R4 RERERN2EZ P0IAE

R LAROCHR 2 SR T R HEYT L DT LA S Lk e
L HRER AR P SR AL B4 % PR B
2 R T BT 8K MY e e B DR
3 EHEERE R AL HU 22 18 B SRR AT FU AL 5 T i S

B I HIV B PER B A T Mg (MSM) BERR RS ) K095 28 K RS R 2% .

Jri 1E 20 NS SR EIR YT SR I2 R4 2018 4 HIV BHE MSM #E2x N 4G 4E K HIV
FHOCIG AR E R, R FH VL 2% ERREAR BT AR 20 46 M R e AR E SHAR 3R, VPl HIV B e 3 AR A5 11
58 2018 1] HIV [HYE MSM 1 48.6% 7 7EHEIR SRS, XU R A5 HIT HIV RNA 2 55T
Kl FBE (OR=0.701; 95% Cl, 0.554~0.888; P=0.003) . =& ¥imtE & %A K (OR=
1.338; 95% CI, 1.076~1.664; P=0.009) . ££[E/KF (OR=3.311; 95% Cl, 2.511~4.366;

P<0.001) FI#IHE/KF- (OR=1.675; 95% Cl, 1.280~2.191; P<0.001) .

g2 HIV [ MSM BEARFERS B R R R, TESERERBEEMNA. 2BEENEE HIV
RNA J B FERRAG . AR REAS S5k R A A 0%

PU-063
HIV 5 HCV &H BREEFANEELIER IR

TR L AEFY LA HRIR 2
LN 3 NN R EE B 2. 2w Ko B 25— = e i PR = 2 AG 36 v o

HE AR HIV 5 HCV & IR B fa 7R 4R 9 A BLAE F g e e Dhae A8 4k, NIRIRIZIT i
L B R

FHiE DU N\ RER 2017 4F 1 H £ 2019 4F 12 A HIV 5 HCV & 3G 1 &2 g A5
X5, HIEE HIV BURGL R . HCV BB B VR o A . (Rl 2 B A bl A3 252 B 5 4l
Mo Thae L E, T HIV 5 HCV fEHE. MEHRES CD4 T MEANM A A4
Mo

5B HIVIHCV 41 CD45*. CD4A*M B4t s F(LT HCV 4. HIVIHCV 4 HIV RE#EES
CDA*T kL4l fu /775 B B 1 U 5S4, HCV s e S CDATT R4l o B A0 5% . HIVIHCV
HHIV. HCV sk & T0 i 3 A M

258 BR KB HIV 5 HCV A B J5 78 207 1) - 10 5 R 25 A EL R o
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PU-064
s B E IEAR DI R R DIRIP IR AR

TRAS, SR, R
HAREE AL I R A 4 2 BB

ERT 23 b 30080 8 I AR Oy B 55, AR L AR s STt S 2 RO B 900, DA v 3080 1
B i PRI B &

JiiE EHWUARRE 2019 4F 12 HWUR ) 64 BISLEH0 B B R, R BEHLECERIE R A
(n=32) MLH (n=32) , X HYLEE RIS B, X L AURYE 83 0 BURF fd S BT
PRGBS, XEE 2 G0N B e . SRR SCE T DL E ST

G5 @I Pk 64 1300 B OIS A BoR, CHBESERESRER TR, p<0.05
BA G253

g0 P EER T RENUAN T HRERIEOR, MR A SRR IIRERZ BIHE, Wdx
ZAPAFE PSR SR E AL T30 A BRI, JF B H AN BCA B eI TR, &
TEANEG, R RHR 7> S5 B A AEAN [ EE 14 BRI 388 3 Xt S A8 s PAS - B 1
BEAT 73 AT,  JESEHEET X O BB 3 RENE A R B RS L AR, A A RGBS, RN
BES BRI A A B

PU-065
The association of TLR2, TLR3 and TLR9 gene
polymorphisms with susceptibility to talaromycosis
among Han Chinese AIDS patients in Guangdong

Min Wang,Linghua Li,Saiyin Xiao,Wanshan Chen,Fengyu Hu,Feng Li,Xiejie Chen,Weiping Cai,Xiaoping Tang
Guangzhou Eighth People’s Hospital

Objective Talaromycosis (TM) caused by Talaromyces marneffei (T.marneffei) is a growing
public health concern. Although the toll-like receptor (TLR) genes play a critical role in host
defense against fungal infection, the influence of polymorphisms in these genes on susceptibility
of acquired immune deficiency syndrome (AIDS) patients to TM remains unknown. This study
was aimed to uncover the associations of single nucleotide polymorphisms (SNPs) in TLR genes
with TM susceptibility among patients with AIDS.

Methods Altogether 200 AIDS patients complicated with TM, 200 matched AIDS patients without
TM, and 76 healthy cases (HC) were enrolled in this case-control study. Totally 23 SNPs in TLR2,
TLR4 and TLR9 genes, which may influence the susceptibility of AIDS patients to TM, were
checked by time of flight mass spectrometry (TOF/MS) method among these Han Chinese
subjects.

Results No significant differences in genotype or allele frequencies of selected SNPs were found
among TM group, Non-TM group and HC group. Haplotype analysis also demonstrated no
correlation of these SNPs with TM. However, subgroup analysis showed that the genotype TT
and allele T in TLR2 SNP rs1339 were more frequent in typical TM cases than controls (50.0% vs.
35.8%, 70.5% vs. 59.7%); the frequency of GT genotype in TLR2 SNP rs7656411 was markedly
higher in severe TM cases compared to controls (57.8% vs. 34.4%).

Conclusions Our results demonstrate a genetic connection of TLR2 SNPs rs1339 and
rs7656411 with an increased susceptibility and severity of TM among Han Chinese populations.
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PU-066
Increased Early Activation of CD56dimCD16dim\- Natural
Killer Cells among Immunological Non-Responders
Correlates with CD4+ T-Cell Recovery

iuyue Zhang',Xin Zhang',Bin Su?,Lifeng Liu*,Xiaodong Yang!,Bin Tang',Ping Ma?, Tong Zhang',Hao Wu
Qi Zhang',Xin Zhang?,Bin Su?,Lif Liut,Xiaod Yang?,Bin Tang?,Ping Ma?,T Zhang',Hao Wu?
1.Beijing Youan Hospital, Capital Medical University
2.Tianjin Second People's Hospital

Objective Current preliminary research on how NK cell dysfunction affects immune reconstitution
in HIV-infected patients is limited. We described the changes in NK phenotype, cell receptor
repertoire, and activation in a cohort of immunological non-responders (INRs) compared with
immunological responders (IRs).

Methods We performed a case-control study in 35 healthy controls and 66 HIV-infected patients:
32 INRs with poor CD4* T-cell recovery (<500 cells/ul after four years of antiretroviral therapy
(ART)) and 34 IRs with immunological restoration (>500 cells/ul after four years of ART). NK cell
subsets are identified as CD56P9"CD16%9™-, CD569mCD169™", CD569mCD16"9" and CD56
CD16"9ht We analyzed NK cell phenotype, receptor spectrum, and activation.

Results INRs had a significantly higher proportion of CD569mCD16%™" NK cells than IRs both
before ART and after ART. The number of CD569™CD16%™- NK cells was inversely correlated
with the CD4* T-cell counts in the INR pre-ART group (r=-0.344, p=0.050). CD69 expression on
NK cells was significantly inversely correlated with CD4* T-cell counts and ACD4 among INRs
after ART (r=-0.416, p=0.019; r=-0.509, p=0.003, respectively). CD69-expressing
CD569MCD169™ NK cells were more abundant in INRs than in IRs (p=0.018) after ART. The
expression of activating receptors NKG2C, NKG2D, and NKp46 on CD569™CD16%9™- NK cell
subsets was higher in IR-ART than in INR-ART (p=0.006, p<0.0001, p=0.009, respectively). A
strong inverse correlation was observed between CD69 and NKG2C, NKG2A'NKG2C*, NKG2D,
and NKp46 expression on CD569MCD16%™" NK cells after ART among INRs (r=-0.491, p=0.004;
r=-0.434, p=0.013; r=-0.405, p=0.021; r=-0.457, p=0.008, respectively).

Conclusions We observed that INRs had a higher number of CD569mCD169™ NK cells
characterized by higher activation levels than IRs after ART. The increase in the
CD569mCD169™ NK cell subset may play an adverse role in immune reconstitution.

PU-067
The impact of HIV-1 pretreatment resistance on the efficacy
of antiretroviral therapy in Guangzhou

Pengle Guo,Linghua Li,Weiping Cai,Fengyu Hu,Yun Lan,Quanmin Li
Guangzhou Eighth People's Hospital

Objective To evaluate the prevalence of PDR and its impact on the efficacy of ART in
Guangzhou.

Methods A retrospective cohort study was conducted, in which, HIV-1 pretreatment resistance
were tested in 1936 HIV-1-infected treatment-naive patients. The patients with PDR mutation
were screened out and compared with those without drug-resistant mutation site (non-PDR). The
HIV virological response and increases in CD4* cell count of the two groups were compared at
Month 12 after ART, so as to evaluate the prevalence of PDR and its impact on the efficacy of
ART in Guangzhou.

Results 125 cases had drug sensitivity change, and the drug resistance rate was 6.46% (125 /
1936). 104 patients in PDR group and 112 patients in non-PDR group completed follow-up of 1
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year. Among the 104 PDR patients, 52 used ART regimen containing PDR sites (con-PDR). After
ART initiation, 101 patients (97.1%) in PDR group, 50 patients (96.2%) in con-PDR group and
111 patients (99.1%) in non-PDR group achieve HIV-1 RNA less than 400 copies/ml at Month 12,
and no significant differences were found between PDR group versus non-PDR group, or con-
PDR group versus non-PDR group. In addition, there was no significant difference observed in
the proportions of patients with HIV-1 RNA < 50 copies/ml and ratio exaltation of CD4 and CD8 in
these two comparisons. As for the increase value of CD4+ T cell count, non-PDR group showed
more increment from baseline through 12 months compared with PDR group, But there were no
significant difference (mean, 184.5 cells/ul in non-PDR group vs. 155.3 cells/ul in PDR group, t = -
1.707, P = 0.089). Two patients happened secondary drug-resistant mutations, both in con-PDR
group (2 /52, 3.8%), and both developed virological failure.

Conclusions PDR in Guangzhou is in a moderate prevalence and has little effect on ART
efficacy, but it still needs to be closely monitored.

PU-068
HIV B8 787T 24 ARSNE MR HREHEDN KT
200 B N/ZEHAEEFRRTFM

MRS Ak R ER, W47, Il v, o 3 28 2
o R 2 A e B A B AT B

HE RE HIV &G 7 80PS5 fabs L2 RPUR s 7 5 KR 3E 4 AR R 1
A log PAL, V69T )E 12 & 24 JAJR w80 NI BRI A BIKF . BAERFLEHT cART & TR
7 48 Ji )5 3R a8 m T 200 copies/ml A% E#i24 . 24 FIWHR S HENE N — DT R
A, BMEET 200 copies/ml 4 A] 25 FE 4k SR 15 Ml AR A . AN 70 32 BEEE X BB A AR
Hil 5K IARIT RO R T AR LA 24 AR #E 8iE RE 5 45 T I R 2= A2 B8 2 i 5 B R T i ik
FiE AFONEIBPER T, RVHEIRTT 24 FIREE AP RVa T O R, iRk E = ABA
Fl—FIPYrh 868 FkGMIE HIV-1 DNA 3. Hi 24 F#E T 200 copies/ml [f1E# 57
B, Hebx 96 FITLHEE 11 B, 3L 46 BN 24 FEERIMNGIH: 24 R TR TR
20copies/ml (¥ 384 1], HEER 96 I TC#kE 82 41, i FIFEHLAAE T 2 hEL 46 HIgIN 24 A&
L. IR B L AAE B LR, 12, 24, 48. 96 A IR EHE 4T 047

SR BRI BE SR M. RGES. HETAL. CD8 iH4. HIV-1 DNA /K36 % 5,
AN 2L e ) 20 B A B ) CD4 -4k (187 vs 291 cells/ul) . CD4/CD8 Lt (0.20 vs 0.31)
M s S E (4.95 vs 4.62 logl0copies/ml) . JAJTZ 96 FNF, W4LEEHER CD4 %
T ZER, EARMEIARMEIZ4 CD8 3 & (832 vs 681 cells/ul) , CD4/CD8 LL{E i
(0.49vs 0.63) , H HIV-1 DNA K FH & (2.70 vs 2.31 log10copies/106PBMCs) . K&K/ #r
BoR, BEM3EL CD4[P=0.005, OR 1.005 (1.002, 1.009) ], CD4/CD8 Ltt{&[P=0.006, OR
40.740 (2.920, 568.469) [HI% i )% &% E[P=0.012, OR 0.418 (0.212, 0.823) |5 24 JHi
WEAIEIML., ZREMIRFEL CD4[P=0.001, OR 1.008 (1.003, 1.012) JZNi 24
JA R R E AR L ER R R, JiI2s CD4<<200 cells/ul i (P=0.003) . 24 J&# &AM 41
A 20 i (43.5%) 7£ 96 JAISEE m TAM TR, #H1ZH8 14 5] (30.4%) , Hr AR 2H %
§>200 copies/ml A 10 ] (21.7%) , HHHIZHA 2 %] (4.3%) .

g 0T 24 R EETIKT 200 copies/ml [ HIV e 7RIV TT Ja HEBLIE T J I AR 45
i, B RS IA B EEMH), BRI RIS A1 HIV-1 DNA KA s, AR e . e
CD4 /T 200 cells/ul () # fERE T R G H OGRS ER, ¥ 24 & >200 copies/ml 1]
JERRA Tl
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PU-069
EEIEAER HIV EBE LIS E MR

HRK
A R K 2 B I B

B AT REAMEAKCTEEL HIV SUEA B E EWEe, GiZWine, BFRRi2E, Sfix
L BB 2 1) SRR WU B4 A PR SR EAT B 9T 43 #T o

FEE S 150 B EE NA, RIE HIV SUEWITE 25 R0 N IRK-FA RS KEA, H SICOl 7E
1.0~20.0 Al AR/KF2H, 1%k 50 f5]; H S/COI>20.0 Hym/KF4, F1%k 100 4, *fix e 5
HIV HUERITHS2EE . HIV PURRIIESZES . CD4 ZaxHE 50 HIVRNA 5 &6 DL AT 99 22 5ok
A REEAREAT 0B S FNa )

2] 100 % =K FH HIV dufk B #H 1, FH 90%(90/100)HIV HT 4 i ik S 46 FH 45 A
10%(10/100)HIV HUARFAUE SLI N AT 2, MATH CD4 4axi{H i1 47 10~360/ul, HIVRNA 1
>10%/ml, A IMAREERFRAT R WA, IR KRIF 2 A HIV AT, 50 BIK/KFPL HIV
ik EE T, R 6%EB/MBOHIV HLAMIESZIHM, ZEMT &K HV duik S
(P<0.001) ; fi 40%(20/50)HIV FLiRHFUESLIGE 1, A1 CD4 4XHMEIER, HIVRNA B,

RIHIX 20 Bl 8T HIV SRV sesbmat:, B3 m A HIV ik d# (P<0.001) ,

X B B KR 0 B BT PR . B, JEIR: B 54%(27/50)HIV HUARHHIIE SZI6 N AN
E, BEETEACE HIV ik dE#E (P<0.01) , X 27 fif## CD4 44%H{H 8~335/ul, HIVRNA
$)>10%/ml, XL PG AR FRAT W 22 R 3 SR e HIV O IERGE, DRt 2 58 25 35 9 i R 12
9 HIVIEGLFAYE; XX 27 67 HIV ST B 1 5 AT RE s, 1X 5 & HIV JLiRy) st
61 SICOI 7 3 MA W EEW S, S/COl /1 3.0~18.7 # & F| 152.0~358.0, HIV HiAAHHIE 2561
HANH B F5 s X 27 A0 HIV TR 2 g 7 AL AT m D st e, 1X 7 B8 3E HIV
FURWI 0% 5256 (1K) SICOI £E 2 FEN 1 227.8~453.6 [%3] 1.6~19.6, HIV Fii&RiE Szt i & K e
NARHHE .

G /KT HIV PR B M PURIIE LI i @ KCF HIV Bk B 5 T 2 B8 B M FAS
PR, ABRBEE AR B T e TR I 5 R, At h T

/DE AIDS BT R R FE 2 M I PTAR K ()R BRI A BE 25 2R B EH 00 B 75 S it B e
FEAEIPURIE A TE AT, LB HIV #2358 iAW . 454 CD4 4 f1 HIVRNA I FE b DL K&
i R ERNEAT ER G A, AT RAXE HIV RGN 5 B 1277 i S it FOAEmf ()20 W, DUE R i e i3
PO IER G TT T R .

PU-070
Lung cancer surgery in HIV-infected patients: an analysis
of postoperative complications and long-term survival

lin wang
Shanghai Public Health Clinical Center

Objective The purpose of this study was to investigate the risk factors of postoperative
complications and reliable prognostic factors of long-term survival in HIV-infected patients with
non-small-cell lung cancer (NSCLC).

Methods HIV-infected patients with NSCLC who underwent surgical treatment were
retrospectively studied; a single-institutional analysis was conducted from November 2011 to
August 2018. Preoperative and postoperative clinical data, including age, gender, smoking history,
highly active antiretroviral therapy (HAART), CD4+ T-cell count, HIV viral load, cancer histology,
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clinical and pathological stage (P-Stage), surgical result, Glasgow Prognostic Score (GPS),
Charlson Comorbidity Index (CCI), survival time and postoperative complications were collected.
Results A total of 33 HIV-infected patients with NSCLC were enrolled. 18 (54.7%) had
preoperative comorbidities and postoperative complications were observed in 22 (66.7%) patients.
Thirty-day mortality was not observed in these patients. Median survival time after surgery was 65
months: the MST of P-Stage | patients was 65 months; P-Stage || MST was unestimable; P-
Stage Il MST was 21 months. Univariate analyses showed that post-operative complications
were associated with HIV viral load (p = 0.002), CCI (p = 0.027), HAART (p = 0.028) and CD4+ T-
cell count (p = 0.045). However, multiple logistic regression analysis showed no correlation
between HAART and postoperative complications. P-Stage was an independent prognostic factor
for survival time.

Conclusions In our single-arm retrospective analysis, the risk factors for postoperative
complications in HIV-infected patients with NSCLC were HIV viral load, CCl and CD4+ T-cell
counts. P-stage was a predictive factor for long-term survival.

PU-071
B REMF TR Y caspase-1 X
ARSEFRENFRIFER

PRAKA, 5K TR, H 5, Z0R
AR RS I R AL R 2 R B

H B ok 02 R K AR IREE S+ 5 A ( Cysteinyl aspartate-specific proteinase ,
caspase) 1 & H KR 2k iF 5% (acute liver failure, ALF) HI4R371E FH

Tk ¥ 60 RAEEEMENE Wistar 5 R KRIAEZ) 150-180g, KA BENLE 7R HEENL 7 Axt IR
Y. BRAMTFA, 4 20 H. SR (n=20), BUMBEFAFHLL B4 (n=20), D-&IEFHA
WE/fls 2 9% (D-Galactosamine/ lipopolysaccharide, GaIN/LPS) S ki &tk FF s iR, 3 H4y
TR 240 JEEUILE A4S, THidl(n=20): EMET 2h Tk 5 FfikiE 4F 6mg/kg caspase-1
R AP H R BT LA (Z-YVAD-fmk) , SRR FEIZH )8 T D-GaIN & LPS, &t 24h JGH
B4 28 K i o RFREAH SLHEAT HE R g il 52, I 5 i 3E N & IR & & #% #2 1 (alanine
aminotransferase, ALT), K[ T4&MRAMLFL N (aspartate aminotransferase, AST)FIEIHLZI R
(total bilirubin, TBil) PAMXHASMNE (interleukin, L) -1B #BE47

G5B HE 45 BRI, 4 D-GalN/LPS 4bH )5, AV KRG ALT. AST #1 TBil, IL-18
AP TR AL, 2238 it 23 ( P<<0.01) , Z-YVAD-fmk #i#] caspase-1 &, T-FiZH KR
ALT. AST # TBil & IL-1B /KPR TR, 2 /A Fit5 & X (P<0.01)

4518 caspase-1 it S8 2 0E RV ALF 3 B 5 R 2 —, HEERCN ALF BTN E 7 AR
(RIIE YT HE

PU-072
R R4t IR R AR RIERTR

KEZ
LD VIVNEM S

H I YEN R 4EMRMSE (SOF/VEL) JRyr 8RBT % (CHC) BT RO 22 4 .
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FEE B 2018 4 8 HE 2019 4 12 AT M /N\NANRER 122161 48 #l#E%
SOF/VEL ¥8¥7 1 CHC £, JrfeN 12 &, By 12 i, WEHI7 8025 12 FFrsm st g
R (SVR12) K#ZWy-Zi¥plaIAd HAEH (DDD .

ZEE 48 ) CHC H&IAI7 1. 2. 4. 8. 12 I IiE HCV RNA #2558 39.6%(19/48).

72.9 % (35/48) . 93.8 % (45/48) . 100.0 % (48/48) f1 100.0 % ( 48/48); SVR12 Jy 95.8%
(46/48) . fEiRI7 12 AR5y 12 FNME R AR AL EBE (ALT) EW 550N
97.9%(47/48). 93.8% (45/48) . RARAMRAFLHLN (AST) EHFE 2N 95.8%(46/48).

95.8% (46/48) . 2 BIFEZANH 'S /NERIEL % (eGFR) <90 mL/(min-1.73 m?) , & A%
SOF/VEL FIEH 5T #e; 1 BI2E4k eGFR IEH BEERYT 8 & & 12 AR tH I eGFR R %, K
8 SOF/VEL #E I 52T iE, 1525 12 i eGFR IKE IEH ; 48 fil CHC g 20 il [F N & 3 H
g, & 41.7%, HA 10 BIEEEGHHZ, &8 1 M4 361 AIF 2 W 4 B, AIF 3
Py LB, AT R LB, S 9F 9 B L, 59T HAIRE DDI KA.

25 K SOF/IVEL 7697 CHC B3 nl 3R =1 SVR12 FAfb 2%, Hae PRI

PU-073
R =ML HIVIAIDS & HEnRBRRFEH
TRIE R R 3 4 2 B A M EER T

XSk ) R, v A e R A 20
I e YAUNNS A

H B 380 AR e NS G iR 3 2R A PE S BRIA SR G AE (HIVIAIDS) & I ififf ik e 4 4 <
Bl RE VR REA AT T, TRIT AR L = AR e A A 330 A T R i 27 5 5 P MR 12k o

Frid AT 2 B HIVIAIDS & 1l B 1 57 B v e e iR A 1 B, P T U BB A A
JE AT IR IREL, 9K FL=ALIIF (Oxford Nanopore Technologies) X#E4<ft] DNA 47
o, R EUAS [A] B ) A0 B BEAT AE WS BE b, T SR U R ARG A A AR
(Mlumina) 5777 T LRI, PR K FL = AR 3 XA A RSl g i 27 5 o [ T f 12k o

R AT FNNDIEE L Il FED IR U0 B A6 2 A0 AR 3 1 45 SR 350 B s A 041 M e U
e, GERFL =AM AL 1 /NI 0 e Hi s B BURE AR i AF PR R SR S B i (R 28 R 7 21 B 2 il
VEE WIS FII A 2 R0 AR 1 4 SR SB 52 il 98 SO TR AAAT A, BRI K 8 R 5 4% 20 Bl A 1 TR e,
PURFL=ARMF L /NI PRI 5 45 S RD ap Al o s 28 s B AR AT 1, PRI ER TR SRR 7 4, 6 /Nt FRp
F 25 FERD A A I HS S5 A o B AT R I 4o [RIE, i B e e EE SR VR AR A AL . DNA SCPER R A
WG B2 IR (A2 2 /088, AT 8 /N A2 A B e A HE iR A AS O B0 A

2 YERIL=ACERE RN F AT X HIVIAIDS & I i i B e 2 i AT Hd s JR A ik A7 % 58
HAERAME 55 B0% R A A lumina A0 145 58— 3.
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Ny
W

PU-074
NLRP1 % caspase-1 fEXB S RIE
BRI RIERE IR

PEACH K AR, 0, FRE
AR EE R R I b A 22 B2 e

B SRS & X FEZ & (nucleotide-binding domain-like receptors, NLRs) P1 5t &E R
KA FRE R E A (Cysteinyl aspartate-specific proteinase, caspase) 17k &Mk FIIREE
oy v AT BE AR FE AL

FHE A ( n=10) HAMBEKRELY), BAH (n=40) D-Z AW/ £ H (D-
Galactosamine/ lipopolysaccharide, GalN/LPS) %5 k&M AT AL, F AR A 5 (4h.
8h. 16h & 24h) FBUKRIMIEMFNEAHLZ, HIEHZT HE Mg @i, FERTE ALT, AST
A TBIL #EATRI, FFid@id western blot &l fayZe 2340 22 4e kel NLRP1. caspase-1 ik,
RZE NLRP 1 5 caspase-1 7£ K b G D g £ 05 1K) AT Be/E F AL

LR HE 53R TN, 4 D-GalN/LPS b5, MAIZH KRG ALT. AST il TBIL /K48
TE N R B BT s P<<0.01) , HLF#AE I (] R KR A T ¥ ( P<<0. 01). B I (A ZEK,
NLRP 1. caspase-1 [{J& HFRIEH B L

458 NLRP1 K caspase-1 fT5 80 0E VL& S P i i M B E R R 2 —, AN AR
5 B [ TN ] R0 A SR R 7

PU-075
FLF ECMO jair e BRI RN E
fii e B & MIm R4 R RIS IA ST

PRARPA 5, 5K AR, FRR
AR RS Y AL U 2 R B

B 8o M AE 5 AG 22 BE B ISR i B F AR MG 48 & (ECMO) 697 1 6 28 7 37 284 e bR 2 i 48
(COVID-19) EHEMIERFRANZIEEL, INREER COVID-19 EEMIGARFHE. 677 2 S A
TGO, D48 FIRK TAE

Fiik g5y 2020 4E 1 A 28 HE 2020 4 3 A 10 H b atth =B b, N ECMO G971
W2 NfEEA COVID-19 B HE kIR R A2 IR &t

SR W BE AR, HHIREEER, BERAC EWONEEER. BE T
WS 75 %, MWRIREPRE INE KA R 2 5 K, MER At AR BT R A N R I
VAT, TR S A QNGRS IEAT ECMO 1597, T CRRT ¥897. HRIZETWH 1 4,
3 BRI IT R

GEW rPE AR A EERER Ry COVID-19 fa B A () i NBE, 16 370 HR sy 17 ik e vk
% Fl ECMO ja97 il NG SR B 3 S BUROa I 18], A S s Rus iah %
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PU-076
IXEIBERT HIV BEFFRER

LK — SRR, R R, K
T AREE LR I B AL A 22 BE e i e L

B &4 (DRV) A NEGHT— MEHHER TR 7 0 (HIV) YRR 8 AR 7], B
A7 SRR e 25 R R B B R A, DRI 2 T HIV R R Z i B, R AR IR YT RIG#%
RO7 P EEH A

TiE G KEIRRSEE TR SR, DRV (EZ R B KL T 75 R R BA AN E .
LK DRV 1E HIV G357 75 TR 78 i3k e o ik e gEAT S 45

53R DRV BRGHOK R ELW FUES AT LIS R R 2 M . i), CAEW] DRV fE4FIR B
HEAR P 2 R R, R A RO S Rl TR S BURME 2 (WO, s o ss)
DL BEAT I B 2 R IO T 24 52 A S8 TR T A 8 B R

G50 A SORIE I F I RAIE IE K BT B L KPR FAEIR T HIV IR GLTT I F 50k Jig 1A T 4%
B, NICREIR B PR T SR T 7 S AT R L

PU-077
HIV/HBV 3t Bif& 2 ART BT EREERE
o0 H = /9 B B A SR 3=

LK — S, TR bR 52, 5K AV R R
HAREE AR R AL BT e BB i e L

HE AW H RN HIVIHBY & 3H &G T HIV AR GeE 2 ART JAIT 5 I R4 A R i
CD4 +T #EL A 1T 402 5 %A1 CD4/CD8 LAWK AR R R, HWE WA RIS TR r 224k .
FiiE AW RS T E 2013 £ 1 HE 2017 4 12 AL G 2 ER I 122 PUREIE )
HIV-1 B4 363 A HIVIHBV JLE G 1 716 A HIV-1 4L # 54611 ART I6I7 . K K56
Al Mann-Whitney 320k 56 LA ZH N 22 FNIGPRFFAE . SR A XUZ S A2 A8 & cox-[a] I AL A
96 HAH I

ZER HIV-1 Bges i, FEZE HIV RNA R EEEM ART TR 5 CDA+T kB4l &% B EM S, 1M
1E HIV/HBV e i 2k HIV RNA JREE R &5 CDA+ T bk LA A 52 % ) ik — = B AH S [A]
5. mARRIER, H4 HIV RNA REHEMN ART 7724 HIV-1 &4+# CD4/CD8 ik E %
FHIE, HIEELE HIV RNAJREREMEMITNEE . 1ok, BFRRIE I HCV YT CDA+T ik
ELZ0 A AP A R I 4 B R . PR ALE T U R U8R 4K A T 15 Th R 45 SRAH AL (p>0.05)

g8 AW EE RORPIIELZE HIV RNA JREEE &M HIV-1 YA HIVIHBV JLE G G Pk & 1) 9%
BAR, HIF HCV B2 50 HIVIHBY L&Yt CDA/CDS8 HAE 1 2 1) 5 B () fa i R 2%
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PU-078
HIV ThEetia eyl R it R

LR, RE, R, 5Kk, R 7
T AREE LR I B AL A 22 BE e i e L

B LmpumEaT (ART) J7ZITRE, @ 7 HERRATITT, ATXT HIV R R 8%k
M B oA T IR T

T3 IR A HUR AT AT R A I A, (ELE R A I A AR A B A A AR B
Mo R, HIV IR RIFIE ART J5 RS5O B2 R Bk 2 SLAE 2 T v IR e . ¥RdT
SRS AL S ST IE R S # Tk, G T AR, “shock and kill” CRGEAIRK) Tk, %
R B MR AT S ia T, JENATT, A& 7524k S 2101 CD4 + T 4 iz H
MFAITIE. HIV IEGGE BT RER 2 LAIR T Ik &

SR P FIASIRI BTG T SRS SRV e A A7 PR BORIT 9T,  CRAEAR N ARSI IT e T — S/ NI AT 9T, 1K
Seyt T RS AR R ART VY7, JERIHRE, HIV RGP R ART ¥697 Sl (R 0 % (1t
To Z BT FCER AR AT RIS AR (LRA) K53 G e sl 5 /0 H BR - SR A . X80T L
24, R FAEA N ART V697 N IR HIV G647 PEtBAZTEACGIE R . SR, 124 Mk
BIFFC I AUE S BT LRA o DR TR G4 P (4 A0 B A 2 A B ARTT Y3181 9755 25 S 588 ) I TR 2R 5
Wi o AL, NATHOREOER] R BER )T AR FSRIGE HIV, SRR, Toll FE2ikd
g, Tz AU, SR A A, YR -a MR R IR

G5 A I LRl R T USRI AE HIV IR 1877 TH AT AT 4504

PU-079
MEZEFL? —IxT HIV BEERN ZFEER meta 5047

FETSIE o 1 4, R, KA, 5 3R B e 4
HAREE AL S IR A BT 22 BE B

HE AT B C TR AT AR HIV G I PUAR R N 2, (B2 H AT A2 (R 7T 45
ZERMRA, HEG 45w, KT HIV BREE W O MR kg —, 74
We AT E TN HIV G 1 PR B £ 2%,

Tk AT, A2 meta 2 HTR R A 2P AN RV HIV SB[ mT . 341
iEH TIREG BN, FHdAT F i PR BUR R /i, JEGIN T 17 DU 7T 1821 i HIV BRPE 9% i
BeRPE . NORFEM VR RN R, SRR FMERREFIE, RFE CD4 i ARE, LLiEmher ik
XoF SN 2R [ R o

GEBL MUK S OV K 71.5% (95% Cl 64.0%-77.9%, p<0.001). HEHEZE 7784 20ug 4H
M 40ug H, WHZIAERT BEZER, (Q(1)=19.617, p<0.001). HHEE M 3 YA 4 IRIHEAT 2>
4, AR T BEERMLFRQ (1) =88.305, p<0.001). )i, FHHYE CDA* k40 it Huk T4
4, PyRe] LUE B2 %2 5 (Q(1)=88.305, p<0.001).

5 FATH meta 04 o] LUE BB HIV B Geag M2 Ga e i NI £ B 28 (0 T3R5 Semg v, mT LA
RN A SRR, BB TR U RS mKSE CDAY kg E R T
DAFRFFRE WM ROR, AT 70 0T LAy S s i N BE IR £ P v e b SRS ST 70 15 2 R Al
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PU-080
EfF COVID-19 BEIGKRYFIER TR HEXERE ST

PRSI, 2R B 5K A5, BURORE, Wk B 3, S35 40, 1ok, 5K9%
HAREE AL I R A 4 2 BB

B i B R fEE A COVID-19 B FH G RFHE L TG MHRE R, NilRFE A TUESL 4t 5.

Frvk At [EUEE AT AR AR B R A A 2 R B B 1 103 filHfi2 8 COVID-19 Rt
B, NARN 202041 A 21 HE 3 A 21 H, Z3pEUE 2020 4F 4 H 10 H. HRAFE
ARG NERE, ER L EERRGIS NEREM . R FAIRREFE, 8T UG AR 2
g (LD —BEN: EREASREAEFEREKR (676 £ 16.1 ¥ vs 43.6 £ 15.7 ¥, P <
0.001) , AHMPIRE LB T S (22 (68.7% ) vs 19 (36.5%) , P < 0.001) , FIfFFta]
B (195 + 149 K vs 13.3+ 45K, P=0.002) . (2) FESEIR: FEIEL S5 H0ELH HLis R
KRt A E K (10.1 +6.7vs 6.2 + 4.4, P=0.001) , = /j. EHHES (P<0.05) . (3)
SEEGEAE R EEASREA I BIRE M N EERE ( (091 + 0.46) *10M9/L vs (1.33 +
0.68) *10M9/L, P= 0.002) , CRP JFtmttfl % & (31 (96.9%) vs 49 (70.0%) , P=
0.002) , ALB FP%&. eGFR T, Mb Ml cTnl FrEEBE. (4) MM BaRER. K.
CRP 5% VA% .

g EAMRAER COVID-19 BEFRTEKR, KMHER, MHEM FEERE, BE5 I
ZFIERRE, BEEREREEZE.

PU-081
TSR R H B RBTSR S 1E 28 BRI 8R R PR

VR IR, A= IE N, W, ST
AR RS Y AL U 22 R B

ER i xs 28 BRI & RS N 45 5 AR 80 3 HEAT I PR AN 100, 3R 5 04 i) T 2
B P B S it

T GRHR 28 PRSI R IS R S A AL B AT IR RS, I St — % ) 22 4= 4 BRI C B
FRAF R . 45 LR 28 1] T I U B

G53R WL E 28 {7 H 3 Lo 1% 1 e e o

50 PHE AT RS, B B TR VIS, WS R ST DS BRI, T Jie
B R 7 2 AR REOS A R SE 1 B B G,  (EE A BIN A B e SR

g‘o

PU-082
DIEIFEE N B 5 R R M AR R

VR, = IBe, ik = AL
HAREE AL S IR AL B 22 BE B

EH W FORIRN OB BN B S 2 1 9 A 520

JivE EEX 2018 4 1 J1-2019 4 1 HERBEHUZH 50 B B B G B L 3 9 R B O &
KHBENECEE TS, BERESNFHAMCH, 4 25 N, WHBFRHAENNFETE, CAE
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B ZE AP B T R (LAl b, AT RGO F R BT T, SO P 2E B A SR AN R PR 3 v
JE PR, SRR AR .

R CHBEAMTOEP TR, BE KM ER RS TR T OB A, ST
AR ZER, P<0.05, fEESIH%E L.

G50 X E B G TR B T RGO EY T, A SR R E AR, i
RITHRAE T AR E . SCE TR, RS SCHE.

PU-083
PEAKTERZ N EEEFEPRINER

FRXCR, W0 85, 5
HAREE AR S IR A B 22 BR B

B PR NSO S e 5 57 B b 9 PRS2 A o

JilE GHR 2017 4F 12 H —2019 4 2 H Bt 52 B AN S AE TN 5, ARGE T HUT R
By, XA T, EEH N SRR, X T

SR THUR, WAIAS R REYP MR T THUT, ISR &R E P M T XA, WA
JiEE S MMNE B R VR iR TR IRAL, A guihA bR L (P<<0.05).

58 BN SORMME JFUR VR I 3 3P B R AR R LT 7T DA 285 R 3 PR SR R £ P 1 2
S AL R A AR RS e B R B R R AR IR AR P

PU-084
FE{RPIE X Z BURT SEATRE AL B B kM M R R e % U O 2

L T e
HAREE AL S IR AL BT 22 BE B

B 7 R A 37 B 2 7R 5 A R 3 A B 156 PR B2 o

JidE REIREE 2018 4F 2 H-2019 4 3 HWUIG I LB R IHE AL 3 100 FIHE NI R, KL
BENL P4l | St s B e g T, 11 ZH R St B e S A B, i B 4 R D e
Ja 1 FRHMERBE AR EAT N, I LA AL B AR Be 1 4F ALT. AST. TBIL AFZhRefatri 2

=N
Jt o

2R VHHBE 1 ERERFN 12.00%, || 4 FEREN 2.00%, || HEAERERHBET
A, A EENGIHFES (P<0.05) . Il ZUEMERHZ. SHRE. E4KE. egEh
PR T | A, AAEENSTEER (P<0.05) . WPt 1 F)5 11 44 ALT. AST.
TBIL AFShaedata bl A8 T 1 4, WA ERS KB RG24 E X (P<0.05) .

g8 RPN O R AL R L E R, AR R e R A R IR, BE T
DhReAEx R, PRARFERTE, EAEHE .
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PU-085
—BIB TR EE M EAFR NIRRT REE

A
PO NIR AR R e

B ASCHiR — 01 B 5y h 2 A0S SR PR RRA T M E s, MEI Y 2019 4 11 1 5 H
£12 H 18 H.

Tk BE WM. BRI SRETT, B RE SRR, SR B A
JE T it

GER PRI B E AN E TR, B ANE IR GRS AT OB S 0 —RIR Y. R
BAMBE VTSGR REEAON B SRR I RS2,  KIYIRE T SRAG UL AN S KN
R B AL 2 SCRAE B BOE B AR HUR IR0 B St i aial, BRI &R st ES B &
15, BT B SIS, (CEAD R OEROUHI R, Rg HAE 4, REUE s it~ 20
WA 25 I S8 [ S R AR s I AR BRBUR 206 77 25 W T BUR A BSOBL PRAE R 25 B R 7 A
P, WO TSRO AT IR R

g A HEUUIL PR TSR Aty BN 3 H A AR BB rh 22 2R S S0 BUW R R IT A SR BT 2
%o

PU-086
2019 FHREA KRR BHRIERBRRESERS,
AT BARAEFE

FB7R7% 1, Yeung B2,Dang N2,Marin O%,Brown D*,0koli C3,De los Rios P°
LE2FRLT CRFED EEARAR 2.ViiV Healthcare CGHrind)
3.ViiV Healthcare (F:[E) 4.ViiV Healthcare (GEAF]I) 5.ViiV Healthcare (N k)

HE BEE HIV B A HFa e, IR EH G5O L i gl . $2 e g A4S
JREAEN UNAIDS $H 28 U AN90%" (1) B AR 2 2 B8 £ 6. AW B TE T 2 755 0 [
HIV B FIR A, DL G 38 SHUI B VR T 1R

i #2019 4F 50 AN HIV BEE 5 dE . 2lkE R EEER (n=12) , £k (n=15) ,

At (n=4) , PEdt (n=5) , HE (n=5) PR (n=9) . FHRMAZW=5 F o 4niH=5 Fhfd
R I L 254 e N2 B 2. W FRICER BB T U ER IR T BN G 2 O B, R O A
TG 2 b T

GERL Ui IR 42.8 %, 30% Ll 76% 50 B UL TR . 4 62%, 32% T 2010-2016
4 J 2017-2019 “FEHfiZ, 54k 6% 2010 FHifZ. 70%H 2> 1 idE HIV A CHHFE, 52%)k
HZED—MAE HIV MHKZY), BARZERHZERN 51%. MPUREEGEIT MEAZH, 56%5 154 H
ODBTERZYIAME BT, BEEE 2 T &t (69%[24/35] vs. 27%[4/15], p=0.006) . Hi# 7 Hith
J7 AT PAEE EFE: 19T ORI E R AR (78%) , MR (82%) , Xt fk &l
fERERIRM (74%) , XTSRRI (78%) , DIRBEERIGINTFHERHEL LY (72%) . i
WOk, 54%Z Vi &P PR ER IR T A SCEIER, o 78% (21/27) A NI HH A 152 25
i) o 3 S A RS R B 2 [ JBE R T FOAT A G . X KR e o 4E e, i 1 NH S E
14% (7/50) 1 70% (35/50) =2 vi# G RRA D 5 IR 1 IR X B3 B HiG Y7 77 SR
SRR E TR, BIER R E G T RN EEREE 2 — (54%, 21/39) , KT H AL
7 (62%, 24/39) . U 40%3Z X E X HLM B Z5I& 2, 36% U N T A MPUR G IT T &
5 vt 2% 1a], 66% N AT BUEAR HIV B A U2 0. Z Ui N AR EERSGE HIV 259
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IR EAMKYIARER (38%) « BEAMEIER (36%) FfikH 52544 B
(32%) HIRITIT 5. HIV G Bl 50O H A2 IS A B O R SR A )i, o, [ 1 P4
&GE HIV 25— RIGYT HAR, (EIRTTIT AR BOR & T eIl 70 73 o5 58%A1 50%., 1M i {520 FY
2y EIE RIS ARG TT T 46 S B 1) i B EE IR H AR (64%A1 58%) o RMRITE, 66%[1%
VI BN E A AN H R E LT, DGR T %

G PERUIERS T2 EMY. RUFEAAENEIT L, SR ZREIE R BRI, X5
[BIEVR YT AT ARG SN IR T T2 B S o0 2, I 3/5 (1 HIV e JE w B ik 2558
MRETT TR W RERAAETT 46 F 245 SR By Ui 296 )7 7 SN RORE B E i N5 B

PU-087
DTG + 3TC %ttt DTG + TDF / FTC (GEMINI1 &2) :

Z 96 ANMIAREFERHER

Mark Underwood?,Ruolan Wang?,Paul Benson?,Norma Porteiro®,Giuliano Rizzardini®,José R. Santos®,Rickesh
Patel®,Justin Koteff!,Rimgaile Urbaitye* Joe Horton®Jo6rg Sievers3,Choy Man?,Allan Raymond Tenorio®,Jean van
Wyk3
1.ViiV Healthcare (3 H)2.3% [H % SR M 0 72 F] Be Well E£J7 9140 3.ViiV Healthcare (3% )

45523 (JE)5.PAREXEL K2y (EED
6. JLMh ML, FEAINLIE S5 R CROlabstracts@iasusa.org

HE & GEMINI-1&2 IR, PR EiEIT (ART) W2 E 1L 48/96 JAHI45 R i
~, 28R (DTG +hiKkKE (3TC) M7 (2DR) FEHAT DTG+ it 43/ B dh A
(TDF / FTC) =#§77% (3DR) . % 96 i, M 2DR [ 11 %52 AE kA 3DR 1) 7 452 #
KRB TR T R g UTRVE IR Y (CVW) AriE. AR A T ix 8 CVW G F13E T T 7
HET D

ik B R EESE (VL) <8>100,000c/mL F1 CD4+<5i>200 4Hfd/ mm3 #4770 4. HIV-1 JEE
SR R B RTIPROY S SR (RSN 245 AR M A ATF AR N M. CVW #E SCh: ™
YR B2 B 3 R SR R B N AR E (24 JH 5 VL=2200c/mL B¢ 12 fJ5 VL FBE<<1.0log, #
HIV-1 RNA<200c/mL AN ) , B2 i 557 bR iE CEHPIAR R B H| VL<200c / mL J i
%>200c/ mL) . Monogram Bioscience X5 1 K AR EE278 H ISR 5 R A SE T T B &g
RT / PR X JERI R AR AL 25 58 ARAG . B FEidbferh, AR T CVW BE L (BL) s
#EAM CDA RAVFFE, DAREFRMME. 90, 2GR s it g .

2B GEMINI -1&2 W5, 3 42 RF K M184IN Tt 25w N kM. Mk =, & 96 JAH 11
%M DTG+3TC 1 7 # Rl DTG+TDF/FTC 323 i S A IR 8 2B . (CVWD brifE, H
th DTG+3TC 41ff) 5 4l DTG+TDF/IFTC 4] 2 43 EEMRZY 48 FJG KA CVW. A 2
CVW FrA#EMISZ R E AL T s o, TR iiEA 2 Ml — I Mm s RS EE —
T EiE 3] 50c/mL -<200c/mL J5 XAKE E<50c/mL) . 1 % DTG+3TC 52k # 7 i 4k B M AR 51
<50c/ml. & 1 k457 DTG+3TC 4 CVW G55 . DTG+3TC 411 11 4 M1 DTG+TDF/FTC 41
) 7 %32 CVW AMERIZIRE T, 0 9 %M 7 4G HIV-1 B AL, 5 3 fIF1 2 fi )5k
CD4 i+#7<200 MM4Hfs/mm3; PIAL A 6 £ 3 4% L HIV-1 75554 %>100,000c/mL;
M CVW I} 8] S 2R AHBEYT, WA 74 (GLo%) M4a4 (G54 2l HIV-1IH
22 . [ 2 4] DTG+TDF/FTC 32 PR HIV-1 955 25 3k B TR DI ARG A6 I 25 e oh - i
AR 255 . B CYW IR, SRS RETT IR IN B0 RT 2[R Y 5k A 24
25 GEMINIL&2 T 5t , Wi%ZZ% 96 J&, DTG + 3TC Ml DTG + TDF / FTC 40 CVW ) & 4= 155
ik, RLHEHEN CO4MTHEARASEHEZES, TR H IR S AR LR R A 2 .
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PU-088
TEME HIV-1 3858158 TANGO HlEfi 25609 B 5 00

Ruolan Wang?,Wright J?,Ait-Khaled M3, Tenorio A',Nascimento MC3,Lutz T4,Podzamczer DP% Moore R Gorgolas
M7,Kinder C8 Van Wyk J3,Underwood M?
1.ViiV Healthcare (3 [E)2. &2 F LA (JE[EH) 3.ViiV Healthcare (¥£[H)
4.Infektio Research (f[E) 5.Hospital Universitari de Bellvitge, L'Hospitalet (FHEEZ)
6.Northside Clinic GEXF|IE) 7.Jiménez Diaz Foundation University Hospital (FEEEA)
8.The Kinder Medical Group ()

HH TANGO HH5tH) 48 L RE, EAFREHIMNGIN ART &6 HIV-1 B, HiE|
DTG/3TC [ EFIEHE (FDC) MMZE % (2DR) FEH BT kS L. TAF NFERI =25 7 &
(TBR, 3DR) . FREtZAl, WFFLAHPEAL T FSCAAAEN HIV-1 i 25555 48 J& 3 25 2% 45 S IR
Jrid TR T REE R 1AS F5 R AUE (1) 32 BT R R BN ) (NRTI B A ) 771
(INSTD Tif255838 52k . @it Monogram Bioscience A 7 ) GenoSure TER4S: 475 BN 5%
R IR ARTEAT T BB AT 3 DNA RN 98, i deg BT IAS 5 e i 1 2
NRTI, JEAZE RS EHIR (NNRTD , SEABMHIF (PO LREEESEE (INSTI) 25548,
Wi aE Bl 48 FEIT I )5 — Ik HIV-1 RNA 45 R pkiE, DB SR A7 05 B S 801
Wr, SRVPALAG S S R gh . 48 AN T FDA BRIE ST B 2 PPl DA A EUEE 47 .
2558 DTG/3TC 411 322 (87%) 4 %14 A1 TBR 411 321 (86%) 42 3214 #R 45 Rl Js 2 5= K A4 i i A
2/ —MBITIAEE HIV-1 RNA 2558 . A IEEEIA 42 (T%), 90 (14%), 43 (7%) 1 6 (1%) %
ZARNEAFAETAER £ 2 NRTI, NNRTI, Pl AT INSTI i 2546 R28 (R 1) , 474 (T4%) &% REHE
FELR I TCAT AR 2 B 25 AH 0 584 . NRTI i 245 AH 9 58748 M184V/I, KESE/N/R K R M e 4% F A4
AR (TAMS) ) KA R, i 48 FRIATY, DTG/3TC 41 322 (100%) % %ik#& Al TBR 4
1) 319 (>99%) #4452 EH A B =4 (e —IBITIHIE HIV-1 RNA <50 c/mL) . Frf BAH
FE NRTI, INSTI, NNRTI 83 Pl fif ZjAH R0 RAZ 285, YRR =406]. [T FDA R
EE I BURNE 2 M7 45 5 5 VAT B RS — X HIV-1 RNA 455 —5, TBR A, & 1 & AT
17 RAMSs i 25 4056 578 B 32 G i 7007 R H0E MUl BB H (CVWD Frift, (HHIARYT
AR I 2. 48 N, DTG/3TC o —H 52 503 1A B0k 55 228 H AR UE

£ TANGO W7, CHFREE NRTI (41 M184V/lI, K65E/N/R, TAMs) A INSTI (1
Q148R, Y143C/H, R263K) RAMs i ZiHC A KA M. 48 N, WAEITH 12K #
PR¥F T ERE NG . & 48 [, BEAA M TIAF i 24 FH 0 5838 2Kt 95 25 2 45 SR I 52 il

PU-089
A RISHAN HIV BEREMER R E YRR SRS

S S KR, LI TR Y, SR 5 s ne
AR RS I R AL U 22 R B

HE THEAFEIGIR S BN E HIV G M i 2 R 08 () AR S IR, EUBOAS [R) S B AR AS T e
TR ZE 5, LA AT HIV G S B IRAS S5 MBI A P TR DG 2R

Tk KA HERI =M B A s 2 B B e RO i 5 BT I ABE R HIV JITERD HIV BRPESZ
B R R A MR A HEA T BRI IR 78 . AR SE[E CDC RSy 1] Wil 7 SAm e, Hafe L
55 &ttt G, HABHMESZEE 4 4H: 0 B 11 A O\ HIV B B PO e 45 58 10 6 N H N, #
W2 NBEMED .« 131 10 A (CD42500 /> ub) « 2 #1 13 A (200~499 4~ /uL) « 3# 10 A (<
200 A~/ uL S BIALSPEERGY) 5 HIV VX HEZE 10 N URCERIG PR A 15 A 4 B R A5 2 il
PEMEW DNA, 347 PCR 73, FIH MNMumina m7id &l 71 G % M A 40 B EAT 2 FEE B 2 BT
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R (D) o ZHEMESHT: B 3 4L, Sobs £ & AT Shannon ZAEHFEEHT7E OTU /K- L3RI
N HIV AR s TR (P<0.05) , 1 3 HIR IR (2 B ZHEME4HT: PLS-DA K
HEAT L) M B HFEPE R A R E AR, Y E S BRI A 2 ZE R . GOPFt Venn KRR
HIV BHEA R EMECEI S & T4 5 HFEARILT 129 ML JE; B4y amaEm, HA
0 F 1 AL A A I 2 22 F1 26 AMUHJE, T HIV BRI 15 MiEE, 5 2. 3 B
. ) 5 Nildh s 305 Mg, FEEKEILT—2, s Streptococcus. Prevotella_7.
Porphyromonas. Veillonella. Actinomyces. Neisseria. Prevotella. Rothia il Haemophilus £
W J& . Streptococcus AN F R E, SULTER . G)BHPE &2 5305 B2 %) b P b =F B 2
Bar Fliin, HEERFEEBIE 0 HIAHE K, 3 MAE/h. KR4 K Porphyromonas B & Lb H:Ath
HEHE (P <0.05) , HAEXFESMAEHEHEHE (BVL) REFAHIK. © HIV FHEAD R
BEZE St Bar BiEoR: B CD4A 114 NRE, BHMEA F R =FE 2 &S, EEER 1A 2 #E
JREHE R AL . (DHIENE Heatmap EI7R, CDA4 ¥R/, Solobacterium (117 [ R I .
g0 ANE HIV PR R R RIS R M e R E . S BTRRE IR, OTUs 1
B A Z ARG N, AR O0 A AH TR ) R B AR D s i S B B R S TR B AR AL, AR
OTU /K FSKF FEAIE 35 At 11 () S 1) 55 o Pl Y PRSP AAE T8 AR A0 55 9 0E (1) 5 3 A S e fal A o,
Porphyromonas 5 BVL B AR A BEAE Bt EF AW =1 Solobacterium J&
TR T ER RS S ROE RS D BRI RE T, 2R R R T RPUR TR T FB G A L
FRI VRS IAES,  HAAAE A G T TE R

PU-090
KRZ ART IRITHAMEE . HIV BREEBMYmAENR:
—I R G LEATNEZE S

FRERAY, RIE, R, LI IKSE VSR, 3R EE 5K, R 2 R B 2 SR
AR RS AL U 2 R B

HE BEEDUREFREINST (ART) K ZRHA, EHEMZG (TDR) BHILGIE T 42Kk
o AERRVEM 2 HIL, BRI 7IRTT 7 RIS, B T T RO EERARS, S BN 2 R — 2P
5. SRR IR R R TDR AT IR, 2EIX RS 2538 70 M h 3RATTIY H 2 PPl ok
2 ART 1697 S E I/ E R & HIV G 1, TDR MRAT 15 50 R RA T4 5

J5i% FA7E PubMed, Embase, Web of Science 1 Cochrane Library VU K% s ZEh KGR T
R EAT 2008 4E 1 A 1 HZE 2019 4 12 A 30 H 2 IA/[KM IRk, AN SCHRN AN LR
[A]7£ 2000 4% 1 H 1 HZ R ge. FATEEEE Excel #EHRDUHL AN PG LT ART
T AR HIV IR (0 R UG5035, S STATA SE HEsh A B (50w Bk A7 2047, 18
124 T BRI N SCHR I S 1, 3B NOS ER XN SCHRIEEAT = WA, i@ i~ ok
PEAR AN SCHR ) 3 i 75

GR XREFESTRAILANT 12 RO IT , s | 3558 kA 4id ART JRIT I 2L/
FHAR & HIV &3 . it ATRZEAE 08T, AN NGEF TDR [Fafk R AEZ 2 9.8% (95% Cl:
7.2%-12.3%, p<0.001) , HPERKEEZKH TDR WA AEF N 10.5% (6.4%-14.5%,
p<0.001) , MAERKETEZRAN 9.4% (5.9%-12.9%, p<0.001) . (EIEFESEEFHNHIF. & EEEHD
HIF) BEGEGINEF A, TDR (AR A0 JpA% S0 e S B ) 71 2 e =i 1), 8 5.9% (95% Cl:
3.1%-8.6%, p<0.001) , M XJet%H KW KBl Hl 75~ 3.4% (95% Cl: 1.8%-5.0%,
p<0.001) FIZE ABHIHIF AN 3.4% (95% Cl:  2.7%—4.0%, p<0.001) . TDR &4 LRI A il
F 7 A2 KN 0.3%  (95% Cl: -0.1%-0.7%, p<0.001) .

Gk MR AT ART I HIEME HIV e, TDR WS 25 3808 X — K IR I T 548
i 245 PEASE DU X} Fi S B0 e SO BRI T R B A S AR IR A B . 4k, TDR MR AEZRAEE
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R ST ST 1) 2 e, T AE R A BRI 77 b AR B (IR, SR BN PROTIE e SR 22 2510
LR AR T

PU-091
RAREERTXT HIV/IAIDS REIHREERE
A REZIGKTHE Meta 434

P HE T3 IBeE 2, 104K 2 X80 L, i L RS LA AR L A AR 2 A
1.op P R R e 2.8 AR B R MY I AL s i 2 B2 e

HE AP 5 B P A VAT HIVIAIDS S Dhab S d A R EE G ARIT 2, NIRRT IR ] &
PRI B 22 4

FiE RV R NS 2020 4 01 HHEZIM (CKND  Ji7##EE (Wanfang) « i35 915
AV IATIEEE (CMID) « FEEZAEYSCEE (CBM) . PubMed %4z /4. Cochrane &
TitE. EMBase $EFE. W4 T SCERIG R N MAIAS 2R, P44 PRI N 0T 58 iOCRR I 8 - 2004
PEECRSC R R BT, 8] Review Manager5.3 #4465 747 Meta 204

R LN 9 FBENLX ARG, L K 1078 BN, 45 RIS R IEE M ENAIT T RIGIT
HIV/AIDS % N 1) CD4 48 R it 2 & L & L, ¥ 97 A i T x7 B 4 {MD=27.92 ,
95%CI=[12.62,43.21]}, HHiG97 3 AN H, HITHEXRANGIRZE 7 Lg% & X{MD=25.31,
95%CI=[-2.78,53.41]}, GJ7 6 NH, HITHML T X HA{MD=27.45, 95%CI=[7.09,47.81]}, T
12 A, BITHR T X R4 {MD=27.34, 95%CI=[6.31,48.37]}; HIAJ7H AR EE T XA
{RR=2.72, 95%CI=[1.73,4.26]}: PHEEP}FESTT7SRI697 HIVIAIDS i AK) CD4A5RO 4l ity
AAEN, 1T A5 0 IR R 22 = G i 2E E L{MD=12.37, 95%CI=[-6.71,31.45]}; PG
[F¥6 97 77 229677 HIVIAIDS % A1) CD45RA ZH i tH EC 4k b, 697 215 X R IG IR 22 S e ge i3
B X{MD=5.67, 95%CI=[-3.00,14.35]}.

g% B FEGITTE HIVIAIDS 5% D8 AN R A 7o )% D REEE A 2% CD4 4t 40y
HEA— @, FEh R CD4A 4 £ UL —FhiE g fe e 1 7 U 3 6 2 D) Re 1 &
@, (HIEREITXT HIVIAIDS Fu9% D B @A R R B 253677 77 IR 5 b Nk — AT KRG
Wy DAZE S R )T 7004 it

PU-092
1 PD-1/41 PD-L1 iafr Ligkim S H MR8 &
HREMMERENRSEITH

AROCH 12,563 2R T 15K LRRkIY LSRR L R 2 e
LEHREE BRI R AL 5T 22 BE B 2.7 B K2 s R e

BB 3000 B G I KB AR fE S . IrEsk, DARRF AR 1(PD-1)EA2 7 AL Tl fA 1(PD-
L1)AHE SRR IT AR R 16T FBAS 3 Td R . AR, KRZ MR 25X ZRHERR T HIV &%
e, X ARGsAT, BEEPL PD-1/4T PD-L1 1597 HIV EYLE FRIR B3 2 g
Rt

Tk XM ARG LR T, BAKEZE T PubMed. Web of Science F1 Cochrane Library, #2019
12 B, FRBOEAEHT PD-1/4T PD-L1 ¥6 Y7 300 & I e (838 22 A PRI SO UL PR 2 1
Bl WA RFABOHEGT e, i ks Lw 7 RN DU VR T R0 .
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R TR 15 TUWERMTFEEEE, 120 4 W00 A R R B R T A SRR E . BT PD-1/4L
PD-L1 {&J7 TN 21k Bif. 65 ZEETA 14 4(21.5%)HH T 3 i Em P xR R H
. FTEWFFRBAR DT PD-1P PD-L1 yG 7 fErh Bl e S R ML A AE ARG . 49 &R/l
Mufitife B3 A 13 4 (7%) B R ERRPRTT, 11 A RBEFERBEETH 6 4 (55%)H X
N. fEPT PD-U/4t PD-L1 697 IR0 HIV g E (VL) A CDA+T 4t s, K5 VLA
RUATIE], CDA+T 40 TH B R FFAe e B3 .

8 P PD-1/1 PD-L1 897 nIAE N 36w & R s (8 3 2 A AR T e . T — e nE R
P, X5 RIS T B 25 B KA AT BE PRI 78RR SE

PU-093
Endoplasmic reticulum stress and autophagy in HIV-1-
associated neurocognitive disorders

Xue Chen,Tong Zhang,Yulin Zhang
Department of Infectious Diseases, Capital Medical University affiliated Beijing You An Hospital, Beijing

Objective Although antiretroviral therapy (ART) effects virologic suppression and prolongs life
expectancies among HIV-positive patients, HIV-1-associated neurocognitive disorders (HAND)
continue to be diagnosed in patients with HIV-1 undergoing treatment. The extensive clinical
manifestations of HAND include behavioral, cognitive, and motor dysfunctions that severely affect
the patients’ quality of life. The pathogenesis of HAND has received increasing attention as a
potential avenue by which to improve the treatment of the condition. Many studies have shown
that endoplasmic reticulum (ER) stress, autophagy, and their interaction play important roles in
the onset and development of neurodegenerative diseases. While the accumulation of misfolded
proteins can induce ER stress, autophagy can effectively remove accumulated toxic proteins,
reduce ER stress, and thus inhibit the development of neuropathy. Through the in-depth study of
ER stress and autophagy, both have been recognized as promising targets for
pharmacotherapeutic intervention in the treatment of HAND.

Methods We summarized the pathogenesis of autophagy and ER stress in HAND and other
degenerative diseases, the influence of HIV protein on autophagy and ER stress, and the
interaction between autophagy and endoplasmic reticulum stress. Finally, we concluded the
feasibility of inducing autophagy and blocking endoplasmic reticulum stress in hand and the
development direction of the treatment of HAND.

Results With the emergence of art, the prognosis of HIV infected patients has been greatly
improved, resulting in the increase in the prevalence of hand. However, the pathogenesis of hand
is still unclear. Recent studies have shown that ER stress and autophagy are related to the
pathogenesis of hand. Autophagy plays an important role in removing accumulated toxic proteins
and degrading damaged organelles, which can reduce hand. On the contrary, autophagy disorder
can lead to the accumulation of toxic substances in neurons, and then induce hand. ER stress
can induce abnormal protein aggregation, which is related to neuronal degeneration in human
cadaver brain tissue. ER stress signaling pathway and autophagy mechanism interact in the
development and process of neurodegenerative diseases. HIV protein can not only induce
ER stress, but also inhibit autophagy clearance. However, the composition order of the
mechanism is still unclear. Further understanding of the pathogenesis of hand will help to guide
the development of small molecule therapy and provide better treatment for hand patients. As
mentioned above, autophagy induction is a method of targeted therapy. This intervention
accelerates the accumulation of misfolded proteins by stimulating autophagy. Another therapeutic
strategy is to inhibit ER stress by targeting UPR or chemical chaperones, thereby reducing
protein misfolding and subsequent aggregation.

Conclusions Through the study of autophagy and endoplasmic reticulum stress, we can get a
new direction for the treatment of hand. From the mechanism, we can alleviate hand by inducing
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autophagy or targeting UPR or chemical chaperone to inhibit ER stress, but this method still
needs further research and experiment.

PU-094
BERERIT AT E HIV B-EMER Meta 947

Fik v ke LA LM LK LAERAR LR Lok LR LR 2 2 R
L HRBE AR I R AL B4 2 BE B 2.7 B K2 B s = e

B AR E NSO e, T B GL SRERR BE 0 E NI N2 ART . A IR R TAE
FHIRMPUREIRIT IR M MUK, REGUhE TSGR, LAY CDA+T k4l (FH#Hk CD4+
Y1) =500/mm3 (LGS ) 5<500/mm3 (IERYEIT) HIAMA 2 (8l RIT 20 2 5

JiE 1 PubMed. Embase. Web of Science W 24623 20004 1 H 1 HE£ 2019412 A 1 H
WA R R IGAR RS F . I EIRATIR AT AR/ 1Y Meta od ik, HATRER . GBS
i, NI E AT R EIEMN . AN TR, %8 B 34T Meta 4047

GER O RAHE T 17 WS R. b, 12 BEF R T A R R E (RR) N 0.83,

95% 1 AIfZ X [A] (CI) A 0.75~0.92; 6 I 5idi i 17 ik (AIDS) i J& 1) & H 2N &N
( RR=0.87,95%CI| 0.82~0.93) ; W T E X AR, 2 WA H L EEN G HEANEN
(RR=1.58,95%Cl 0.70~3.55) ; 2 L fff 5t i & #0 il () & JF 0. &~ ( RR=1.04,95%ClI
0.99~1.08) ;3 TAF 5T H R # 24 I & FE 3R B (RR=0.76,95%CI 0.56~1.02) ; 3 Ti#Hf 5
KA & 8N &N (RR=0.77,95%Cl| 0.60~0.97) .

58 TR HIV IR B, )5 3 ART AT 318 5 47 Il AR Y7 3

PU-095
EFV 400mg ZEHE HIV BE h 28R

TREE, 3230 RGeS, Ut A0 o b /N B 2R K
o [ R 2 A e b A B AT B

HE 600mg #KAEFHE (EFV) 1EREH E HIV e A % 2590 B a2 B ) B IR,

Kk, HRELERK EFV M5E. AR BEE EFV 400mg fEFFE HIV EGE H 2%
.

F o

FvE TEACE BB RH 112 N2 20 AR EAKT 70kg WIiE HIV BYeE, 4 THOoKRRE+E
EH+HKAETE (400mg) 1 ART K%, WHEBFIEL AN D5 KGR ZER. EEIT7 4 . 12
Jil\ 24 Fl. 48 FIVPAEES: . e Sk B S = RGN L EFV IR EE; @
I R R (HAMD) FIVG2Z R HEIRE R (PSQD) {FiiHE RGA KM .

LR LN 20 £, B 4 182, FIAERA 26 (IQR: 23-32) ¥, FfifkE A 57 (IQR:
54-60) kg. 3£k HIV RNA 4 4.59 (IQR: 4.10-5.19) Ig copies/ml, 48 J&i} HIV RNA #5284
4.6 (IQR: 3.98-5.18) Ig copies/ml. 4 J&. 12 JE. 24 J. 48 Ji KM (HIV RNA<50 Ig
copies/ml) 454 15% (3/20) , 50.0% (10/20) , 85% (17/20) , 95% (18/19) . F:k.

48 J& CD4 111437~ 330 (IQR: 237-410) cells/uL, 473 (IQR: 344-574) cells/ uL. 4 J&. 12
Ji. 24 J&. 48 i EFV fEM3HHIRE 258 1.88 (IQR: 1.54-2.42) mg/L, 1.74 (IQR: 1.36-
1.93) mg/L, 1.93 (IQR: 1.66-2.22) mg/L, 1.85 (IQR: 1.54-2.14) mg/L. HAMD 7E3:4k )7 48
JHEIRES 58 5 (IQR: 3-9.8) 43, 3 (IQR: 2.25-4) 43; PSQI fERLL K 48 HHILES 75N 4
(IQR: 2-5.8) 73, 3 (IQR: 2-4) 4. k@i WHIMEA RFEA R, 70%M)EEERZTHTH
JA IR, S RE PRI T 22 i B 2k
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L5 EFV 400mg 4 F— I 77 S T4 I 250 IS TR0 P vk REVE A . FB 3 IR s
2 A EEAR FLRIE T /N . EFV 400mg 55— P48 257 015 TR B HIV e oh LA T 1

PU-096
hEKHFAHRE LS CDA HHE T ERHKE
MpEFEE K HIV RNA BIEASEEL

IRFS X TR, RIDeER, 2 e 640, L0 B, 22 K2R
o [ 5 2 A e b s B AT B

HE Ko KBRS (LTNPS)CD4 THEUZMET N, &Z&dtEs AIDS ], A5 B EIFATIX
L £ 2 7 [t U I A TR EL 2 PR A K HIV RNA AR AR R s, A ThBEVEIR i LR R R
JiE SO LTNPs 34T 6 (B, ARAERE VTR CD4 tHEUR T N FRAhA 15 A4, CD4 it
¥ NP5 % 400cells/uL LRI LTNPs N FR#ZH(DG), CD4 it-%/i&T 400cells/uL () LTNPs Afa
SEZH(SD)o I8 W WAk 40 ST FREAT HIV RNA HIZS AR IREE DG R 428 2 M B 2745 15
g 26 4 LTNPs fE ANABT HIV B A & Gem (624 12 (IQR:11.5-14)4, 7 & EH ViR KA
CD4 i+ F#4(DG), )5 — kMU AL CD4 3N 234 (IQR:211-317) cells/uL, H4iE
CD4 310 F F#5c 12 CD4 i+ 4. %[138 (IQR:96-276) vs 68 (IQR: 30-186)]. &A= J& 2t R 11
sz Ay 14.5 (IQR:12.4-17.5)4F ., 19 4 LTNPs {EFE VT CD4 i+#3#4: kT 400cells/uL(SD),
5 —IRBEVI TR A2 CD4 14k 592 (IQR:469.75-703.75) cells/uL. A, DG H3#% CD3 4Hfiut
Bk T SD 3 (p=0.012), CD8+CD38+/CD8+ LtfilfmT SD H# (p=0.002). BV, DG H¥&
CD8+CD28+/CD8+ ] LL 7l #1 B 4 it %% T F%, H'5 CD4 it# & IE t[(r=0.718,p<0.001),
(r=0.702, p<0.001)]; {H CD8+CD38+/CD8+ Lk F1 HIV RNA &3 L7+t 5 CD4 -8 2 ) L [(r=-
0.64,p=0.002), (r=-0.540, p=0.012)].

2% 2 UAKITFE LTNPs RAEMRZEFIE, XG5S CD8 4IRkRIA CD28, il K =i
B

PU-097
WBJRE HIV BREZERRERSIBERNZESHORE

R RSO, IR, RS R IESE, T Y
AR RS R AL U 2 R B

H B &R EIRE HIV B R A 2 R RS 5 AR B AS 1R & 00 2 B R TR 2K

Tk 18 20 N CEERIETT AU HIV B Rt TR WA 2, RS A HIV B eE o N0
SRFAE K HIV FHOCIG R B 2 Bt £E RS S 4R 36 A UG 2% R AR S0 2 F5 B0 Al e 3 A R AT . 410
R 55 1 A R A P20

gEE JLIEE 4100 ) HIV G E BRI R, Hdh 255 ZiEd E kg 5AERER%E
) HIV BGeEAHLL, WERE HIV G B BUR RS I e 538 o, A2rERats . SRS |

FE RIS A& AR PR RS 1 BB R0 A 33.3%. 45.9%F1 27.8%. logistic [HH M £, iR
7 HIV Y R AR A S R R A FEHEIR PSS (OR, 4.357; 95% CI, 2.078~9.136;

P<0.001) , & 400 [ b i A0 o< R & B FE MR AR S (OR, 4.102; 95% CI, 2.259~7.451;

P<0.001) , = #HIH KA KCH ZBIERERES (OR, 5.433; 95% CI, 2.634~11.205;

P<0.001) F#2 5% A% H: (OR, 0.441; 95% Cl, 0.218~0.894; P=0.023) .
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5% RIERZ ART 1677 H AR DI REAS B B IR BB AR HIV AL, 75 25 £R P8 G B A
TSR LC BTSSR i, LN PG A4 22 SORp ok Z JE IR 1848 HIV IR AL 4 A £ FE b AT 10T P B

PU-098
ViR B E BRI SRASEAEE SRR
BHEET MHGIHRE 1 FI5REE >

h
U1K 2 4

B X & IS8 N 73 SO B B ARG AIDS (835 & JF #3268 AT S 4

JiiE R B R G IR SIS ERL, T 2019 4F 7 H-8 AU MY R E B ERE AIDS
BHE MR TURE, AT B 45 A Ll R 2 ia R L BT R

SR 1EPL HIV TR L, PUIRSSZ 0 BOT . PUARRIRGL. STHREBGYRT, KRUATEAEA.
XPRESFIRTT, BRI SR (40mg qd) AR SO OV, A AARZLERTE S (171U Qod)
RNl 2R S YIIREE (300mg qd) *MESETT, WY LANZ H)E, k.

S50 N B RERI TN, T ERATPPAE BT KR BN, IR TERAIRIT . HIV G
TLMIRTT B Yot 2 IEFERN,  AngkEpt HIV i35 ST A L PR, AT i S B
Wk T 2R ER, 4 R RN B 15 2 REEh] . BRIEEZ Ah, KGRI e 20 40 A Bk i A6 A AT
WA R 300 P B2 I PR 2 A

PU-099
RIKIRBIRE HIV BRELEERERNESES P OBAERR

SRR ARSI R SR R, R R BB, T
AR RS R AL U 2 R B

H B FR KR B IS R HIV B HEHIR B AS 1 A0 5 R R 2

Tk (R4 20 AN 3CBRIEIT AU 1) HIV G g AT B W T A A, USCER HIV B o N T 22
1E e HIV AR AR S s, >R FH VG 24 G Bl IR 5 5248 450 n) 26 S I 5 £ F8 5 4V 1 VP 3 VP Ak B e 2 AR
BEhS ., A R RS AR S B0, R Logistic [F] A AR Sk Ik #3810 HIV YL & A i
AR B A 1 AH DG PR 35

gER LI AE 4100 ) HIV B RO HERE, b 255 A i@l kR S i s, Sk Eig e
HIV &Y i f 55.7% (142 B KR4 MEIRERS . 5HAM®RE HIV B ML, FlknEiiz
HIV BY4e# 30~50 EHBL. B ILAE. KRAMRENS . 28K MNEA R PURRFIRITIIE12 H. K
FTE S MEN KA M e S i Ee ) B2 e (P 19<<0.05) , midzmh MU L#E
A G 5 E AR (P $<<0.05) o Bk SRR HIV ERYLss k A BRAR b 0 XU R 2R A4 2 L
£ (OR=2.652; 95% CI, 1.949~6.326; P=0.034) . #IIfii7/K*F (OR=2.380; 95% CI, 1.224
~4.629; P=0.011) FI£EE/KF (OR=3.711; 95% CI, 1.809~7.615; P<0.001) .

g0 FIKREIRE HIV B 5 R A REIR SRS, T2 5T TAE ARG HIARRRG SRS i b
BR, NZE|EWEN.
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PU-100
Very high baseline HIV viremia impairs efficacy of non-
nucleoside reverse transcriptase inhibitor-based ART: a
long- term observation in treatment-naive patients

Shuai Chen,Wei Cao,Tai Sheng Li,Yang Han,Xiao Jing Song,Yan Ling Li
Peking Union Medical College Hospital

Objective High baseline HIV RNA level (=100,000 copies/ml) has been proved to be related with
weaker virological response to HAART. However, it was not completely clear whether a very high
pre-therapy viral load (=500,000 copies/ml) can further impair the virological response and risk of
virological failure, especially in long run.The aim of the present study was to examine the
influence of very high baseline HIV-RNA levels on long-term virological responses to the regimen
of 2NRTIs + NNRTI in a large cohort of HIV-infected patients.

Methods A retrospective study based on data from multicenter cohorts in China was performed.
We enlisted untreated HIV infected adults recruited betweenl18 and 65 years old, who received
China’s first-line NNRTI-based regimen upon recruitment. All patients had baseline HIV-RNA
levels over 500 copies/ml, showed good adherence, and were followed for at least 24 weeks.
Patients were stratified according to their baseline HIV-RNA level: <100,000 copies/ml, 100,000-
500,000 copies/ml and >500,000 copies/ml. The primary endpoint was virological suppression,
defined as the first HIV-RNA <50 copies/ml which lasted for six months. The secondary endpoint
was virological failure, including incomplete viral suppression (HIV-RNA =200 copies/mL with no
recorded viral suppression within 24 weeks of treatment) and viral rebound (confirmed HIV RNA
level 250 copies/mL after virologic suppression). Chi-square analysis was used to compare the
rate of virological suppression between different groups. Kaplan—Meier analysis and Cox
proportional hazard model were used to compare time to virological suppression. Logistic
regression was used to evaluate odds to incomplete suppression and viral rebound.

Results 758 treatment naive HIV patients in China were enlisted. The median follow-up time was
144 weeks (IQR 108-276 weeks). Most patients (68.2%) were given TDF + 3TC + EFV regimen.
By week 48, rates of virological suppression in three groups (<100,000, 100,000-500,000 and
>500,000 copies/ml) were 94.1%, 85.0%, and 63.8%, respectively (p<0.001). Very high baseline
HIV viremia over 500,000 copies/ml were found to be independently associated with delayed
virological suppression [Cox regression, 2500,000 vs. <100,000, adjusted relative hazard 0.455;
95% CI, 0.32-0.65; p <0.001] as well as associations to incomplete viral suppression [logistic
analysis, 2500,000 vs. <100,000, adjusted OR 9.104, 95% CI, 3.050-27.175; p <0.001].
Conclusions Very high levels of pre-treatment HIV-RNA were related with delayed efficacy of
NNRTI-based ART and increased risk of treatment failure. More potent initial regimens should be
considered for those with this clinical character.

PU-101
{HERMEEE B FilRWFBIATT LR
BHD/RRIEFKE R B W AR
0T B, R ST

JPRAEIR AR X R R R

B AR EPPEE R B Uil B TR T S8R A T SR e FEWOIR B Y 22 PR Rk .
FFEE BB T REEE B 2007 4F 1 H-2020 4F 5 A AWM HEEE B AT Lo D/ e 3k
WOIR R 1306 Hl B E IR TR, LL 274 B 5 BEME VAT 1 ot IR
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R HER B AAEsh R 21 B, JAEFFE 91.50% (1195/1306) , HistHE 6.89%
(90/1306) . A E AL MAE 29.94% (391/1306) , JCARAHAH I rh W va o7 BUAE T2 41«
B IhReisE 27.72% (362/1306) , SR IER, K#k. FEh 5.00% (65/1306) , El».
M 55 5 1E RO 8.01% (105/1306) . S FEMEZH F BT 9 #i, h mAF %R 80.29 %
(220/274) , WILHE 16.42% (45/274) . WA @IFHEE (x3=30.425, p<0.01) . FHILHK
(x?=26.335, p<0.01) ZERA G L.

% AMB J2 H RiR T 30005 & 0F TMIR R R 259, TG il B 7 SR 7 30—, AR
FERTEEAZ YOI, A B PR M X S8 & 9F TM O FR i AR %

PU-102
BEBRFHRIGTT HIV SRR 1 fIHHE S

ORI LT LR L IAR G 2
L7V B R X R BB 2. Bl i A 3L B R ol

BE PRI HIV 2GRS WA T ik

FiE 16 HIV SR IR R 1297 & AT 1 50 T 4T

R BHEEITRN L EBERIRH 201, RWEEIR, 15 K HIV JuEpimiResmvE, ikt
WARHE, HIV-IRNA 8847000 #2Ul/ml, CDA4* T kB4R ITEL 173/Imm3, 2K HIV 2t
BT BEARB+RRRE+Z B R FMN T ZYURTERIT, 4 FJE HIV-1 RNA3303 # 0l/ml, 3 M~H
HIV-1 DNAL150 # U1/ /4088, 6 ~H CD4* T #k 4 ffi 114k 530/mms3, HIV-1 RNA 75 # Il/ml.
g8 KT RNA RN HIV-1 SRS Wra SR B, 6 & 8 A B f 7 7 Z kT30
57, A DA A R BRI A, T CDY T M E g R, BEMK HIV-1 DNA 2K K.

PU-103
FERERLGVRFRFNEKIERRIGT R
B9 10 SFra R R REM R

BME R ER, IR RS, B B, B 5 R R AR
o [ R 2 A e b A B AT B

HE LEMFEEZ R R TR (NVP) 5KAEF1E (EFV) BIRTT RCR LA R I K
G

Fig [EUEERT T, EEE R PR ERE EH 2003 4 1 H £ 2020 4F 1 A —HEZEBRCFEKIES 18
PURTRYIAIT210 SRR, HhEHirra 64 N, IKIEHE4 52 N, LR B s 7
KR 25 597 38 DA AN R B R AR AE L, % A 2 A 22 A 1 347 B SO 8%,

GER IR RO, IR SR K RTT 24 . 48 JH. 96 F. 5 4E. 10 £E[f) CDA'T
YHMI TS HIV R Bl , PIZHIETE DL B B] A CDAYT Wi BB A BB it &
X (P>0.05), HIV &5 &kl AE 2 A 18] 2 R [F AR A B Siit 22 e X (P>0.05), M2 RIFEIRYT
24 Ji. 48 JH. 96 JipiEEEE <20copies/ml # [T 5 ) LI 2 R R A B Giit 2 X (P>0.05), 7
T I, RRRCT R DIRE SRR . RS IR I R A E S TR AE T 18 2H (P<0.05), {H2& AKX
M2 RGN KA BB A T B FH P F4A(P<0.05), HiGr KT 1 U EHIRZYAR R
NAKIEF A 2H B B = T A3 35 40P 4. (P<0.05),  {E% T RR 3 A K i i s e 9 40 ke A 2R 4 TB) 22 57 TG e
TR L (P>0.05), KIAVGRYT R b B #2507 R B R R E R EIE AN 52, EUAS M 4R IR R AR 26
BA 55 (P<0.05), KIEFHCHHE ST RFHT4H,
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G0 RFACT S KA A IR SO AT RS R IR ARG T RCR, ERIMER DT, R
KIPEME I ELARAEFAC AN, BRIAE R BB AT HURBRIRIT I, 7T DURRYE 835 (0 SE P 1 DLk FE 53
WP TS, (B, ERVHEARFBACT IS BT e AT 5, BB AT R
AIE R TARAERAS, ERFBRFRRINGT 22 TR &,

PU-104
MR E HIV-1 DNA FIESMNE M MR AR

MRS KRS, EYRFT, 58 T, 3647, IR 2 e B, 25 K A
o [ 5 2 A e A s B AT B

B HIV R ARE & HIV S ERER, & HIV-1 DNA 7] DLPP BB R N A E KT 1
MANE M PBMC FRA HIV-1 DNA FRRAT/MIE, 6750, (AEMRinse. TE—MENg
IFy 78, BEE MR, PTRMEERERT7EH DVEE E HIV-1 DNA KK .

FiE AR TR FRAR I A MR AR I A HIV-1 DNA, 51517 PBMC FEA IR I 45 FLEL 6T o N
X G NI FR B e e DI REAR R T T2 BEVT I HIV e, 3t 44 6], ARAIEREARTRBUSCR (1) — 80k,
AR5 £ E A Roche Mag Pure BB HEHUX H ZH2HUE HIV-1 DNA [F51%. 4 1F PBMC HIFE
AN 200ule K [F)— B[R] — B [E) SO B AR A HIV-1 DNA, A IfRE AR (1A 2 SR ad it
AN RIS bR AL B R=RIAEE R CREYII%+ A AZ A %) .

LR OARW AR 4 FOTEVEN IR FEAR RIS EE . NI 44 B L 42 BN B, 2 %
PE, FRPAIECH 33 & Horb 11 1 B E SO AR A B R 1] 55 M AR T LR BUR R IR YT, I 4h 33
Bl AR URER R YT I ] R ALECR 3N H . EREE AL 1.83 1ogl0 #5 l/mL, CD4 i1%411
RALBCN 94 ANul, CD8 iR A7 %N 680 Mul, CD4/CD8 ELil i Ar#hy 0.18. i FHECXS t
KB 2> Hr PRI REASK ) HIV-1 DNA 45 31438200, PBMCs Kl HIV-1 DNA [#) - A7 80 3.02+0.40
log10 % I1/10° PBMCs, Fi4=ifik&ill HIV-1 DNA 1447 %y 3.0620.39 log10 # 1/106 PBMCs,
HIF T 2R (P=0.370) . /] pearson <AL A A 5% 28 5000 P Rl RE AR I 45 SR v B AH o6 HL—
EEF (r=0.887, P<<0.0001) . i Bland-Altman 4> H7 AN G Mg FIAS [F G ) 7 20 BT 7545 5 1
—5 M, 4.55% (2/44) IS 7E 95% —FME AR LoA (95%LoA, -0.340~0.390) 24k, iR
K 5E 17 2 <<0.4 log10 #% U1/10° PBMCs I, 2% & W Rl A4S I 5 5 — S AR 17

W SMFEARDN HIV-1 DNA 5 PBMC FEAKNSE R —5, HRIEMEA T, BERS, AN
(6], FIRSIRAEA L, IR - 130nT DL B B 4 I RE A AT A A7 2 TR VAR

PU-105
M #AE LR % 5 BAT R b B R iR ia T i R

BRAETE i, PR, I 5, 5K R AR
AR RS I R AL U 22 R B

B NTM 2 ZAFAE Tk IR A J R P — 8 BT B, NTM Qe R AR 181
SR AR S G AR N, I PIRIE . B I E A B R R IR AN R, HBUR R 54
AL, PEPT RS SR R R ZE R, AR T B Re E,  NTM R G i 52 2156
VE, H NTM i 244 (07 4 LR A P4 47 24 B0t 6 PR A — 3055 Il B R 7 i@ TR 3. B 25 it
FURERT, ARERI 8] AR T ImER, DRIk O 25 FEE T o B AT AT REFRIIE T T-BLo

Titk AEA T HETHT NTM G745 B SRR 0 25 S AR T EA AU 25 Wi ROmT Fe ik g, JF St
T REAE B 25T IV s — A R A R i 24517
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ZR TREHZATE NTMIGRYT ROFEA, JFEIE TR AT BRI & NTM BB e @, Bl
Mg EGETT U] DUEZEMEEIRYE H AT A SEIR 8ok, TR0, W5 R T2 NTM &
&, EEEEERGM R AL, D EE— P I SR A S

598 NTM s 6 Y7 RIR 2458 07 2R T OROR 2R, FERIT I A 29 R ia 7 ROR Rt ., B s
WAWIRIRTIT, RI25 R S NTM I 2E RS LU ST B 25 W) A 4% S0 (iR T T 3R

PU-106
Metagenomic sequencing seizes hold of a rare intrahepatic
invader Aeromonas salmonicida: A case report

yang yang,Yulin Zhang
Beijing You An Hospital, Capital Medical University.

Objective HIV/AIDS population with opportunistic infections ( Ol ) have a high mortality,
especially rare pathogen infection that is often difficult to diagnose in time. Here, we reported a
case of a 28-year-old HIV infected male with fever and percussion pain in liver area. Color
ultrasound and computed tomography showed multiple low-signal lesions in his liver. After
negative multiple blood cultures and failed empiric antibacterial treatment for suspected liver
abscess, percutaneous liver biopsy was performed and histopathology suggested inflammation in
the tissue, but no pathogenic microorganism was found in liver tissue culture. This report
suggests that metagenomic sequencing may provide a diagnostic clue for infectious disease with
difficulty in pathogen diagnosis.

Methods Further metagenomic sequencing revealed Aeromonas salmonicida infection in the
liver, although the detected A. salmonicida reads is only four, with the mapped reads spanning
the best matched complete Aeromonas genome preserved in the NCBI, at 0.0115% coverage for
chromosome.

Results Anti-A. salmonicida antibiotic therapy based on this result was administrated, the
patient's condition improved rapidly without positive manifestations by clinical laboratory tests.
Conclusions Further Metagenomic sequencing guide clinical medication decisions for
uncommon pathogens that eluded unnecessary conventional testing after the initial admission.
The patient of rare pathogen infection in our case benefits from this technology, which eventually
contributed a favorable result for public health.

PU-107
TR S F AT EFRPRE M AR 81 B IEARYFAES 4

R, ERI R, T, R 5 el
AR RS Y R AL U 22 R B

BB R 300000 & 35 B FA 3R B P i I 48 (Cryptococcal meningitis, CM) H 2 1l R 4RAE B2 H 19
ISR 2

JrvE B2 4T 2010 4F 1 A % 2017 4F 12 A i # AR M I8 b o 4 2 B B B G RHicia 1) 81 il
VP AT CM BE TIIGRFFE . LI SR A T AR RFEAMEm R R . G220 iR A
tRLSS . RRARE LGN x 2 A5G

58 81 B LR AT CM BB, SMAEIRRARRYE 71 ) (87.7% ) o B WIKIRIRTEIR AR
P60 Bl (74.1% ), KJF 72 6 (88.9% ) , Elr, MK 56 i (69.1% ) . WiE RIS
e JEJTEE 60 B (74.1% D, AYIAEBIFECA 17.0 (6.0, 44.5) x 1076 /L, HEZ4IHN 9.0
(3.0, 29.5) x 1076 /L, SE4k¥/KFH (117.26 + 5.61) mmol/L, #HizHEKFH 2.89 (2.05,
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3.41) mmol/L, &FEAF/KF N 0.32 (0.21, 0.65) g/L, SiTYBHMER N 84.0% (68/81) , H
W 7R RN 59.3% (48/81) . IMBRIKIEPURFHIER N 96.3% (78/81) , Wi H ek iR
FHPEZ N 93.8% (76/81) o ANFENAYTH EMIGIKIT M EF LRI FE L (x2 = 1479, P =
0.533) . ZIRITIFHEAAE 60 B, BT 21 B, BARRILRA 25.9%. LK ZK logistic [F)75HT45
RER, BREERS. AEAKTERCERAIE CM B IR A Em R R, Hd & iRk 2
ARG R (OR= 26.704, P= 0.011, 9 5 %Cl 2.115~337.247) , MiHEHKTH
e R FEHR R K (OR = 0.671, P= 0.005, 9 5 %CI 0.507 ~0.888) . X uiJia it
CM &3 ML B 8 B Pl AR e VA 1) 32 303 B AR R e i 26 R I AR Oy 0.932 (9 5 % Cl 0.859 ~
0.998, P<<0.01) . HHEH<31.7¢/L BHE/RIGRE AR LR R B 95% , FF5 N 81%.
g0 HRAIE CM RSER R, IRRFFESR = K5, BRI 1 8 (K2 I RS VA (kST
AL

PU-108
Incidence of Hypertension among Persons Living with HIV
in China: A Multicenter Cohort Study

Fuping Guo,Hongwei Fan,Taisheng Li
Peking Union Medical College Hospital

Objective Life expectancy among persons living with HIV (PLWH) has improved with increasing
access to antiretroviral therapy (ART), however incidence of chronic comorbidities has
simultaneously increased. No data are available regarding the incidence of hypertension among
Chinese PLWH.

Methods We analyzed data collected from patients enrolled in two prospective longitudinal
multicenter studies of PLWH initiating ART in China. Incidence rate of hypertension per 100
person-years (PYs) among PLWH was calculated, and Cox proportional hazards models was
used to evaluate the association between incident hypertension and traditional and HIV-
associated risk factors.

Results Of 1078 patients included in this analysis, 984 ART-naive patients were hypertension-
free at baseline, and contributed 2337.7 PYs of follow up, with a median follow-up period of 1.8
years (range: 1.2-3.2) after initiation of ART. Incidence of hypertension was 7.6 [95% confidence
interval (CI): 6.5-8.7] per 100 PYs. In the Cox regression analysis, incidence of hypertension was
positively associated with body mass index [adjusted hazard ratio (aHR) 1.07 (1.01,1.13), p=0.02]
and recent viral load (aHR 1.28, 95% CI:1.08-1.51, p<0.001), and negatively associated with
recent CD4+/CD8+ ratio (aHR 0.14, 95% CI:0.06-0.31, p<0.001), zidovudine exposure (aHR 0.15,
95% CI: 0.10-0.24, p<0.001) and tenofovir disoproxil fumarate exposure (aHR 0.13, 95% CI:
0.08-0.21, p<0.001).

Conclusions The incidence of hypertension was relatively high among Chinese PLWH initiating
ART. Recent low CD4+/CD8+ ratio and detectable HIV viremia were associated with incident
hypertension, whereas receipt of ART was associated with reduced risk . Hypertension may be
mitigated, in part, by excellent HIV care, including viral suppression with ART.
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PU-109
ARG ERIEFRBRRLEEH 2019 ERHBER 1 HIRE

ERNGNE) =N PN
PRI AR X R R

B 30 0% & 3 2019 TR 95 B9 (1 I R AR

FiiE b 14 HIV & 3F COVID-2019 23 il R ¥ BT 20 #7

GER A B RATR AR, A, = /1. RPVEEIR, SARS-CoV-2 #ER[HM:, HIV
PUARBARIC Y, 2WiR, oS FHEEREIRYT, 1N SARS-CoV-2 IRVIAAE:E, ey
TP HIV AT, PiJEJE SARS-CoV-2 ##, ART 34~HJ5, CD4 MiGyr #l46# 328/mm3 L7+
F] 430/mm3, HIV RNA B&E]a] & fR L E o

8 HIV A If COVID-2019 /b UL, WiFhi % R YL, FIRERZI SARS-CoV-2 #IRFERH, MR
TP HIVIBTT o

PU-110
NSCLC BEEHXHERFARE CO4+BT T
2 AR RV X EL R R

KPR
LT AE FL Geii e Bt 2.8 9H 1 85 75 N R E= Bt

HE [EER T NSCLC 3 & 1 30% TR 10 /5 CDA+T T 40 B i it Lt 7%

JriE AT 2015 4F 1 A& 2019 4 7 H IR A AR YL R BE ARy /MR ARIE T I EE /N e
(NSCLC) &3 AIDS H3 51 %, 4T HAART ¥&J7 (23 A) , 51k 35 fil. otk 16 %, Fid
37-71 %, “Py4EEY 58.87 %, Hpih 33 4, B 15 6, R 3 . CDA+MkE4H 250-
300 ML (& 4 B, CDA+R AN 300-400 Myl HIEFE 14 i, CDA+ME4HMf 400-500 4~
luL KB 21, CDA+MRE4NiE>500 NMuL MG 12 6. EBEFEI 32 6] HIV AN 2 [
NSCLC B & /E AN AL (HIV B4, HIV FHYEZL T4 51 frp47 AR Em-PIkk 14 51, AT
Ik 9 I, Al EHUIER o fl, ANk 4 B, G HUIER 13 #, ZEAalivikE 2 6.
HIV FIPEH (T4 32 Fl AT 22l Bt Yikk 8 61, Zfifi Fikdiks 8 %1, A fiti bm-Pikk 7 41, Aifiicp
HDIBR 2 61, AR RHYIRR 6 61, A4hibIER 151, —ARBIITHTT. AR ESSE AR
G WHTRYIBEEZRLG I ¥EX (P>0.05%) . [ HEFHFARNEGE T A (P<
005 . T4. THAERPRMELSG T2 (P>0.05) , [ HERGMAEEYL. Ak kA
R, DEKRERERSTIH (P<0.05) ; RARGEHFERERERLEEMN (P>0.05%) . 1
HARBTA L HARRT CDA+ZERTEENE (P>0.05) . [ HARRTH A AR CDA+/KFHET ARG
(P<0.05) , HIHREE 2 RFAE = CO4 /K HET ARG (P<0.05) o [ HARFFIA
Ja/NR G CD4+ZERTEREM (P>0.05)  THRGEANBEMITHARESEG CD4+ERC L
24 (P>0.05) .

4598 NSCLC &9 HIV PV B3 F ARG IR ek n B 5 5% CD4 402 k%
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PU-111
Altered N-/O-glycosylation sites on the receptor-binding
domain(RBD) in COVID-19 are related to coronavirus
infection and pathogenesis.

shiwei wang?,Fan Xiao?,Lingling Het,Junru Yang!,Hongshan Weit
1.Department of Gastroenterology, Beijing Ditan Hospital, Capital Medical University, Beijing, China
2.Institute of Infectious Diseases, Beijing Ditan Hospital, Capital Medical University, Beijing, China;

Objective To discuss the possible significances of N-Linked and O-Linked glycosylation on the
RBD of COVID-19

Methods Amino acid sequences multiple alignments of RBD used Clustal Omega (v.1.2.4) using
default parameters. Prediction of potential N-linked glycosylation sites by NetNGlyc 1.0 server.
Prediction of potential O-linked glycosylation sites by NetOGlyc 4.0 Server.

Results COVID-19 Spike glycoprotein has 22 potential N-linked glycosylation sites and 3 O-
linked glycosylation sites. 2 of 22 N-linked glycosylation sites distributed in RBD. None of the 3 O-
linked glycosylation sites distributed in RBD, which is markedly different from SARS and other bat
coronavirus using ACE2 as a receptor. Comparing with its close coronavirus, but which can’t use
ACE?2 as a receptor, the COVID-19 has little N- and O-linked glycosylation sites in RBD.
Conclusions we show the obvious differences in glycosylation sites in RBD between COVID-19
and other coronaviruses. We speculate that altered N-/O-glycosylation sites on RBD in COVID-19
are related to its infection and pathogenesis.

PU-112
EFREFE RS ANRBRBES 4

JitKE LT E U L6 2 TR L) R
LARGZERRL RS 2 4R I AR M B 0T 42 1 O

BH 82 A B 2 B 2R S DR B BAS NN S RGO, B AR R S A el S Bl 4%
HEAROT AR BAKSE -

TitE oS PR AR A S AL S RO A A RN B 7 R DL 2% B U & R, SRIUCEERE ) 2
BENLAHFE DA, MR EAIRS: 178 K HH AR AR TE AR E, I RELS RitTaiton
B

SR HAEAREY, 98% KAy Lk tRiE B BAGTARA L HE, 96% K 2 Az Ay K22 A% el of
REALE T S REIAS IS 28 1) K2 A S A R, 95% K A R B W B Bk il i) >
153, 83% KA A ANRIE B A A7 S A il oo

G5 RO S A A SR A A bl v S B BRAG I A, TR R SRR, AR K 2 A S A
&3k

PU-113
CD4+T 45 HIV/AIDS BE & H M/ MR D EEHE X EHR

FEWE L2 RS LA 3 L R L A A P2 R
1= BA R QR EERE 2. REEERRY: 3 KR

H i 85T CD4AT i it %05 HIVIAIDS & I /MR RE 16 & .
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Fiig [ WA = F 8 HAL YR E B 2014 4-2018 A aIIE AN FBE i HIVIAIDS Bg vekl, iz
A HIVIAIDS & FE /Mg E, R R T T2 BE U5 A /MIGE# 1 HIVIAIDS (35, W EE
FHNCZAE B g% 28 S F Bideds, SR 7t logistic [21H 5047

g1 w76 i, Sk 43 #i (56.58%) , FESHAIECH 41.5 (33.25-51.5) %; X4 152
1, HE 94 i (61.8%) , Fwth ¥ 40 (33.5-47) 2. HIVIAIDS & I I /MR g o
DL BE I /MR D N (64.47%) o R BT EE, OR #/MM 1 (p<0.05) ,

CDA*T 114 HIV &I M MRk E 25778, (K CDA+T 4T3 HIVIAIDS B35 K A I/
BRIFARE AR S . WA TN : fERME. FR <50 ¥ KREFN SR, % ART &4
H, OR /M 1 (p<<0.05) , EZRARIMFEEN; ML, Fik8250 & GHPSHEBRY. K%
% ART &, ZRESII¥EN (p>0.05) .

58 CDA'T 4ifiuil-# 5 HIVIAIDS & FF /MR REAFAEA D, CDAT i 2%, KA
ZINBR B PR AT BE MK

PU-114
SR EH HAART AYRER HEHE
F i F A RO i H R

JIAKAE LR T AREAE R 2 REAL 2 AR LR 3T s 3, A 3 L SRR L AN L R R L
Je B
LAREEBE R RS 2 AR BE R Ao I BE Bt 3.4 22 BR BRI 4 — = e

HE WEEER 22 E B HAART 24598 85 J H B8l 2 PO ARE B0 S 45 M DhRE 2, VP AL
HAART Zxt 1A B O MU AS R 20, PRI H BLE R T U OR3P 808

JrvE 10 JERE SD s MM R 9 HAIEME R 27 K, BENL A 3 H: XfHEZH (CON 41D
HAART Zj¥) &40 (HAART 41D . HHEF R THAH (HAART+GL 41) . 4 3 HMER. 9 Hilf
A, HbMRER e liAREERS 2 k. CON 4 R & kLK (NS,
10mI/Kg) , HAART 41 Mf #2550 HAART 254 (LPVIr (41.67/10.42)mg/kg+3TC 15.63
mg/kg+AZT 31.25 mg/kg ) , HAART+GL SR HAART 299+ H Hidlt &= (100mg/kg) , H
ZFREA HARREEKE] 100g. - BOMERE 78 5 M 5 2R L 200g. MEMET BRAT O MR A R A
LvDd. IVST. LVPWT. AOD. LA. EF, Wll#izkkii/E (HR. SP. DP. PP. mAP) . A=
MRz J1%46kr (HR. LVSP . LVDP. LVPxdp/dtmax) ; J§EahkEUM GLU. LDL-C. TG.
TC } HDL-C, Ifi. AST. ALT. CK. LDH, HUCOHLAZIM ALT. AST. Na*-K*-ATP fi§; HE J+f
WL LH LR 2255 . Masson Jeti il 22 O L 2L A 440 1 I o

£ 5 CON 4k, HAART 41 RMAIAEMAEM (P<0.01) , 15 HEEH (P>0.05) , 43 Hi#
# (P<0.01) . 3 HidtE T LvDd (P<0.05) . LV (P<0.01) FF&, OENNLE;SP. DP.
MBP. HR & (P<0.01) , fk/EZf& (P<0.01) :LVSP & (P<0.05) . HR # (P<0.05) ,
LVP+dp/dtmax = (P<0.05) ; Ifi LDL 7 (P<0.05) . CK. LDH it (P<0.05) , HE 4ttt JL.Cafl
LR LER) T H . Masson Yt WO AR R AT 4 %

5 HAART 4 AHEL, HAART+GL 41 MW AEAEAL (P<0.05) , 43 HY5 CON 417k %l
(P>0.05) ; 3 HEdMEr: 1R 0E#E~AExR AOD /M (P<0.05) ; SP. DP. MBP. HR 1k
(P<0.01) , 5 CON 4% (P>0.05) ; LDL 1k, 5 CON #H%%] (P>0.05) ; CK. LDH
i (P<0.05) , 5 CON #zEH (P>0.05) ; FROLIIHZ ALT & (P<0.05) , =T CON 4
(P<0.05) ; HE Bt BRI TG B 7% Masson Ju K WL B R i 414

258 MR 2B W HAART 29W) 7 Fe it ot vE 7+ B . st O I S5/ RIThRE S8, B Bl
AR 2 E ] HAART G988 e TR, Bk HAART Z9datedinds, 4efrrRAEK. /R
W O MU D REFI S5 R IR
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PU-115
HIV/AIDS &HBHEZFARYER S

TR AL eI S B

BB R R B 45 A I HIVIAIDS B ik BT AR VG 7 XU B 105 15 0«

ik KA RIBWER 757k, EECF 2011 45 5 H & 2015 4= 10 H KB 45 RHEZ MR F ARG
IT VR A I 00 (AIDS) (1) 16 FlEE N A%, Hh 5% 10 #l, % 6 fi, F# 25-74
%, “F15(38114.13)%, %M CDA+T kAT HCKs B3 7 A idl, A 41 CDA+T ik 4rf 2L
<200 ML, 3 540 B4 CDA+T k4t i£>200 ML 11 4o %F IR O R 1)l PR 55k}
BT T

GER A HEE AP I E 290429 ml, B H & E AT T H & 31030 ml, P4 B TEHIE
4iit2f 2% (1=0.005, F=0.255, p=0.80) . A 5| HEMENR K B HEK (6.6+0.49 vs
5.9+1.00, t=1.377, F=2.019, p=0.19) , [HHAZ HBEEFHERII¥ER. 16 Il EHE LA
14 BlEHEFARYIO T @S, 26 8HERERESFERR, Kb 26 1 i@ 85T AH. A4
BE | WEAFIA 80%. BAHEE | MIAEEK 100%, HMHET LW RS ¥R (KJ7: 5.029,
p=0.08) . BV HAFTA BE AT BMERIR, ToIET IR

W BRI EAI HIVIAIDS B3, RErG TR E. BE. SWIrRBiEiGasT, EEGFREYLL
FARIT, RN CDA+T HEIEEH, RE>200 ML, &6 51 RE R ERE, FRET
AR

PU-116
HRZ2EH HAART AYRBHLCME
BN R HEHRRTHRIPEE

JiAKGA L ARIEEGR L RAELER L 2 BRI AL 2 AR EK L B 3 N 2 3 B 3 R HRE LRI 1 SRk L A 1 2

|=E=
St

LARRELEARIR S 2 A8 R R A AU TR R e 3. 48 22 BR R B 55— R e

HE fil &K R 25 5 HAART 259 855 I H FEf 3 T ISR Y, PR HAART 25406 B R0
A AN [R5 1 FHH B 2R AR 2008

J7% 10 S SD jEERAEME R 9 HAMEME KR 27 R, BENL A 3 41: XFHRZL (CON 4D
HAART Zi¥) %54 (HAART 4D . HHEHET A (HAART+GL 41) . &R 3 Rk 9 Rl
AR, HPhRER e NAREES 2 K. CON 41 i 5 kA H K (NS,
10ml/Kg) , HAART 21 Mf i S 250 HAART 254 (LPV/r (41.67/10.42)mg/kg+3TC 15.63
mg/kg+AZT 31.25 mg/kg ) , HAART+GL A HAART 25+ H HEZE (100mg/kg) , H
ZFREAHARERKS 100g. BHRATONESKE LvDd. IVST. LVPWT. AOD. LA. EF,
MK E (HR. SP. DP. PP. mAP) . AU EIMFsh 2% (HR. LVSP . LVDP.
LVP+dp/dtmax) ; fEF:EHKEUMLN GLU, LDL-C. TG. TC /& HDL-C, IfiL AST. ALT. CK.
LDH, HULULAEZN ALT. AST. Na*-K*-ATP f§; HE Je g oL 25458, Masson il
SOIHLRA LA DL I8 F RSO LA PR A

iR 5 CON 4iftL, HAART 4B RAAE 2 FREMERM (P<0.05) ; OFEARE SR LVDd K
(P<0.05) . IVST J& (P<0.01) . LVPWT J& (P<0.05) . LA Kk (P<0.05) ; DBP

N,

(P<0.05) ;LVP +dp/dtmax P#1{k (P<0.01) ;ifi GLU @& . TG fk (P<0.05) . AST 1k
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(P<0.05) . CK{& (P<0.01) ; DAL ALT X (P<0.05) ; HE Jett WO LZHZL 2R 45 0y S s

Masson Fe i BLCo LA 2RI IR 4T 3G A s 328 5 H B 0o JUL A O B T 225 1) 3 5

5 HAART @Aftt, HAART+GL HbRAAE4ER-FFE; SP. DP. MBP. HR {& (P<0.01) 5
CON A %% (P>0.05) ; LVP-dp/dtmax { (P>0.05) ; I GLU fit (P>0.05) , 5 CON 471
%% (P>0.05) , LDL & (P<0.05) ; HDL. T-cho /& (P<0.05) , tt CON 4% (P<0.01) ;

CK & (P<0.05) , 5 CON HE#%H (P>0.05) ; LDH & (P>0.05) , tt CON 4
(P<0.05) ; HE 4t SR O ELE R TS B 55 OIS Masson 4070 I 5 IR JE £ 4

T2 5 B BRSO JUL A B R TR 5 M o DL B

250 MER 2 E W HAART 29 B 238 R AE K. Q. DI S5 RThRe o, H S & T R
FEM HAART 292 RER, Bl HAART Z9¥pagtEdnts, 4ERpfERAK. R, O Thag
MR IR .

PU-117
CD3+CD8low T cells harbored dysfunctional functions in
patients at the earliest stage of HIV infection

Bin Su?,Christiane Moog?,Xiaofan Lu',Yonghong Zhang?,Ling Qint,Jianping Sun?,Zhen Li!,Rui Wang?,Lin
Yuan?,Zhiying Liu?,Lili Dait,Hao Wu?,Tong Zhang?!,Xin Zhang*
1.Beijing Youan Hospital, Capital Medical University
2.INSERM U1109, Université de Strasbourg

Objective In acute HIV infection in humans, HIV-specific CD8* T cells are critical for the initial
control of HIV infection. CD3*CD8"°" T cells are recognized as a subset of CD8* T cells with
down-regulated CD8 expression, whose increase is observed in patients infected with chronic
HIV infection, but little is known about whether HIV-1 suppression benefits from low CD8
expression on CD8 T subpopulation during acute infection stage in the absence of antiretroviral
therapy (ART).

Methods A total of nineteen acute HIV-1-infected individuals in 1%, 3" month, and 1%t year after
infection were enrolled from the Beijing Primo Cohort in this study to evaluate HIV-1-specific
effector functions of CD3*CD8"°" T cells. Samples of 20 individuals in chronic HIV infection were
also analyzed, and without ART. Immunophenotypic and functional characterization of
CD3*CD8"°" and CD3*CD8" T cells were analyzed by the multicolor flow cytometry. HIV-specific
CD8 T-cell responses were measured by quantifying interferon gamma (IFN-y) release with an
intracellular cytokine staining assay, and the degranulation (CD107a) of CD8 subpopulations
were also measured in untreated individuals with acute/chronic HIV-1 infection.

Results We found for the first time that CD3*CD8'" cells quickly expanded after HIV-1 infection
and lasted for a short time, and then decreased until to the chronic phase of infection, while
CD3*CD8" T cells were significantly increased from the 1%t year of HIV infection to chronic
infection over 2 years. Interestingly, the immune activation of CD3*CD8"°" cells was significantly
higher than that in CD3*CD8" T cells at different stage of HIV infection (all p<0.05). In addition,
we observed that a comparable proportion of CD3*CD8" and CD3*CD8"°" T cells produced HIV-
1-specific IFN-y on the 1t, 3™ month and 15t year of infection, while the levels of CD3*CD8°¥ T
cell expressing CD107a degranulation were lower in untreated individuals after 3™ month of HIV-
1 infection than those induced in CD3*CD8" T cells.

Conclusions Our findings suggest that a better understanding of the involvement of CD3*CD8'o¥
T subpopulation at the earliest stage of HIV infection would significantly improve our knowledge
of the impaired T-cell responses in HIV-1-infected patients, which has important implications for
HIV vaccine development.
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PU-118
NKG2C+ natural killer cell function improves the control of
HBYV replication in individuals with acute HIV infection
coinfected with HBV

Ting Song,Li Li,Bin Su,Lifeng Liu,Yan Liu,Xiaodong Yang,Qiuyue Zhang,Na Guo,Tong Zhang,Guizhen Sun,Hao
Wu
Beijing Youan Hospital, Capital Medical University

Objective Individuals infected with hepatitis B virus (HBV) are often coinfected with human
immunodeficiency virus (HIV). However, individuals with chronic HBV infection living with acute
HIV infection have a significantly lower HBV viral load, along with higher HBeAg and HBsAg loss
than HBV-infected individuals alone. Here, we investigated the possible role of NK cell function in
this progressive course to explore the relationship between phenotypic/functional changes in NK
cells during acute HIV infection and HBV clearance in patients with HIV/HBV coinfection.
Methods Peripheral blood NK cells from 38 patients with primary HIV infection, including 20 with
untreated HIV infection and 18 treatment-naive patients with HIV/HBV coinfection and 16 patients
with chronic HBV infection, were enrolled in this study.

Results We found that the HIV/HBV-coinfected individuals had higher levels of NK cells than the
HBV-infected individuals, due to expansion of the CD56"9 NK cell population. The proportion of
NK cells in CD569™ and CD56"" NK subsets was not found significant difference between
HIV/HBV-coinfected and HBV-infected individuals. However, NKG2C levels on NK cells and
subsets were significantly higher in HIV/HBV-coinfected individuals than in HBV-infected
individuals, whereas NKG2A levels were unaffected or decreased. In addition, the levels of
degranulation CD107a, cytotoxicity and IFN-y production of NK cells were increased in HIV/HBV-
coinfected individuals than in HBV-infected individuals. The level of IL-10 production of NK cells
was decreased in HIV/HBV-coinfected individuals than in HBV-infected individuals. Furthermore,
the level of HBV-DNA was inversely correlated with the proportion of NKG2C* and
NKG2C*NKG2A- NK cells, while positively correlated with the proportion of NKG2A* and NKG2C-
NKG2A* NK cells. IFN-y production was inversely correlated with levels of HBV-DNA, but the
CD107a expression and IL-10 production of NK cells were not correlated with HBV-DNA levels.
Conclusions These results demonstrate that the upregulation of NKG2C expression, but not of
NKG2A expression on the surface of NK cells increases cytolytic capacity and the amounts of
cytokines produced and may play a crucial role in HBV clearance during HIV/HBV-coinfection.

PU-119
Anti-CD4 IgG associated with CD4+ T-cell recovery
in acute HIV-infected individuals

Aixin Song',Zhen Li',Zhenwu Luo? Xiaofan Lu?,Rui Wang?,Lifeng Liut,Wei Xia!,Zhuang Wan?,Tong Zhang?,Bin
Su?,Wei Jiang?,Hao Wu?
1.Beijing Youan Hospital, Capital Medical University
2.Department of Microbiology and Immunology, Medical University of South Carolina

Objective Plasma levels of anti-CD4 autoantibodies are increased in chronically HIV-infected
patients and inversely correlated with CD4* T-cell recovery under viral-suppressive antiretroviral
therapy (ART). However, it remains unknown the effect of early ART on plasma anti-CD4
autoantibody levels in acute HIV infection (AHI).

Methods In this cohort study, we evaluated the effect of early and delayed initiation of ART on
plasma anti-CD4 autoantibody levels in AHI individuals (n = 90). Blood samples were collected
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from men who had sex with men (MSM) with acute infection, pre-ART, and 4, 24, 48, and 96
weeks after ART. Plasma levels of anti-CD4 immunoglobulin G (IgG) were measured by ELISA.
Results We found that plasma anti-CD4 IgG levels were significantly increased in AHI individuals
compared with healthy controls (HCs) prior to ART. Notably, early ART decreased plasma anti-
CD4 IgG to the levels similar to HCs starting at 24 weeks (W). However, delayed initiation of ART
did not significantly reduce plasma anti-CD4 IgG levels in AHI individuals. Moreover, the
peripheral CD4* T-cell counts were inversely correlated with plasma anti-CD4 1gG levels in AHI
individuals at 48 and 96W after early ART but not after delayed ART.

Conclusions Taken together, our findings demonstrate for the first time that early ART, but not
delayed initiation of ART, is effective in influencing anti-CD4 autoantibody production and
recovering CD4* T-cell counts in AHI individuals. The mechanisms and pathologic role of anti-
CD4 IgG would be investigated in future work.

PU-120
FEAS RIMEMEHRA HIV BRENEREE S

HBRAE 12 R E 1,22 KA 12
1.op [ B 2 B B AL U PR TR B 2.3t K22 B 2 B

H B BEE PSR SR B 29 m] KR8 R, HIV IR B VIR TT T 86 T B2 ik 8. BA T
R ANSTIS) PRI RARR IR HT o B AL A R s ()T 24 e B, S BA R A A Sl A S 410
F5 (NNRTIS) , oNEFR& KGR TR — 207 2. BEARYNETT Z5 HIV ERGeE 1 g E
B INROEE gt — D0 . AR B B ERFAEE T INSTI XTHLET NNRTI B 77 2500 1214 14
BN HIV B3 1) b g% B 3 A2 TS A7 AE 7 (7] o

Trids AT NAC AR B B G R T2 AR BE V5 1 HIV B TRk L 2016-2018 43 (Al 4) 70
SISV HIV B, HERRIELRAFAE HIV AL PR BB MR . & I8 FH e il i 54 DL & 2
SEN VR TT O R R . AT RWE S AT E VIR IR TT T BAVERIE LT, AR INSTI 77 &%)
Et NNRTI FRWEBEEGINRITIG 12 . 24 . 48 JH. 72 FILL K 96 JEIF[r4hE i CD4+T 4f
foit%. CD4/CDS8 thfE. CD8+T Zifiuyfibfatr (Fik HLA-DR 8% CD38 HILLf) , FF4RFTIX LSS
PROCEFE I ZE R

G AR FUILIRIE T 1113 B, RN EE I 97 B (27 5] INSTI 7% 5 70 5 NNRTI J7
FEE), FTEAQF 19 fIFEHET DTG HE, 9 ffiH RAL 7%, ULk 66 FI{EH
TDF+3TC+EFV J7%&. FrAEFE T, 94.8%HIEH AN, FHFEN 35 %, HAFETVII AR 25
ANH. PHEF R CDA+T 4fit 45 CD8+T 4iffiis HLA-DR { CD38 [ tLG AN f7E7E %
ZE5t. JABNGITIE 12 Ji, INSTI A B e =405 Lhh 74%, NNRTI 43590 55 =40 L oy
43% (P<0.05) . JEEhGITIEH) 48 AN, INSTI 4 HEE CDA+T 4UuibK41% KT NNRTI 41,
HAES 48 N ) CDA+T Hi4axt A& n. CD4A/CDS IR TFL M, CD8+T 4Hjii kit HLA-DR
b LB E R R (P<0.05) o 1F 48 F /5% 96 Fa], WALEETEN CDA+T 4ii4ixt 4L
. CD4/CD8 Ll A K2 CD8+T #4iifiu ik HLA-DR 8¢ CD38 [ LL B ATEAE B B2 R

258 MR T T NNRTIBIMIE TR, INSTI FE A S8R HIV G 8 shia )7 G 8 R
B AN 5 G e ARG, AH RN T X G g% D RE TR AR 1K s i 2= AT A RE i — PR AT .
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PU-121
BRFEH HAART AYRELHEIHE
Tt g7 B & E R

TTRKYE L VER 2 WAL 1, I TR 3 RTELL 3, BRI 2, (7 753 3
LARREERIR S 2 4 PAEHRMV R S E 348 E B B2 Ff FHAE B e

B WEERER 2 E 1 HAART 2454 8 88 JH Sl R T0O6F-ARME SREF 25 B s, R0 33400 RE 2R BH
bt FH 225 06— A B A A R i

FiE KA 10 F# SD iEvE MR 9 RAMEME KRR 27 K, BENL & 341 (RRMER 3 2. i
B9 D) ¢ XFMEZ (CON4) . A (MOD 4D ATHEFHEY 4l (GL4L) . CON ZHlfR %
AR K (NS, 10mikg) #HB, FRFEBS 1 % MOD 4l R ESEAM HAART 259 (&
LPV/r(41.67/10.42) mg/kg+3TC 15.63 mg/kg +AZT 31.25 mg/kg);GL 2 FES A& H A &R
(100mg/kg) 11 HAART 259, BFRE B 2 7 RAKEIL 100g. BERET R BHFFE 90 KRB (&
#2005 PA b)), SRA X 2R % A DXA e S A7 R e BFRAREE%E (BMD) .
3R 5 CON #tk#, MOD 4. GL AT R4S . FHMREEZEEK (p<0.05) ; 5
MOD #t#, GLA KR4S . BHARETEEELHEEZR (p>0.05) .

2 RERZ2E W HAART 2595 #2168 7 B & BRI, H B8 32 T 00 B 22 & 1 HAART 24
W) FE i FSOME T R P PRI TE RS

PU-122
R5 & HIV-1 gp120 BIK R LA G5 Se e IR BYHI & R 3

TIAKAR B0 2 MR o T 3 RER L R AL 3
LAREEBE RS 2 W KV T 85— BR 5 340 2 K 2 o T =

HH 45 R5 B HIV-1 gp120 #i45 KR SLIR AL, PR H ORI .

T A R IENE SD KR 20 2, BENL P4 (n=10) : IEF AL (CON) , HIV-1 gp120 A&7
4 (gp120) . gpl20 4 EFIKIES RS Y HIV-1gp120 (50pg/Kg) , & RAEFLEK (NS) #H 1
% (0.1mllg) . CON ZHE#MkES NS (50ul/kg) , 4x[F gpl20 4. TZE 4 J&, idsihmE, S2i
A e 12 /N, ZUEHTR CEERREE, MIBhIKIE, 220 4 E WAL O K S0 i 36 71 24 48 A
(HR. LVSP. LVDP. LVP+dp/dtmax) KX %NS FRRE R0 M, 17 330 Bk i VY 5,

i S5 H B ARG IO FU LN R R A 5 4

5B 5 CON 4L, gpl20 AfAEMK L (p<0.05) , FIKIMLEF S (p<0.05) , LAFILEsT
FRIEREFEIR (p<0.05) , OUIAIMGEBIEE M R, DURS4E. Lhifhaifs, RIEA4EEE, v
T g2 VA AR

25 KR 1 REFIKES RS A HIV-1gp120 (50ug/Kg) 3% 4 Fi ] LLI4% KL HIV-1 gp120 3%
Pt RO K R OV AERE, S TS ORI LE 47 I BE AR, O LRSS H AR AL .
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PU-123
"AHZE (LPV/r) £ HIV B iRiA L BT
RRLMR) Meta-regression 93#f

AT, 2 3, e (1T, A
R RS — R B

H B PEAE LPVIr 76 HIV B EOR A L 97 380 S 2 4k, DLIR R M 290N R BRI R 3

JriE BAKE PubMed, EMBASE, CNKI A1 A% FE h#k % 2019 4F 6 H R RMBFFIL L, X
SR SRR F & LPVIr () HAART 697 HIV IS UT IR IE 2o, H4d TSR 4E /. RN
FUE Meta TP LA LPVIr NEERE) HAART 697 7E HIV BGRIEORIA o g7 RO 22 4, T
[ U9 BT RS L LPV/r AZERE ) HAART 697 AN RAEYRES SRR 250N S 1R 5 i R 2%

GER ARWFFILGIN 21 FESCER, ESLEERE 8620 BIFEMEURIIAME T LPV/r i HIV ST iR Id % .
Meta 7t iion: fFH LPV/r BEATRFBA I E) HIV B 22108 MTCT 4CA 1.2%, PTD IRAEFN
15.4%, LBW KAEFNK 17.1%, 2 )LEEAEICRILLHE 258 2.7%F 2.9%. BEERA R KR E
BIDLE il S NN, S S W AR ARG S OB, T B IR PR 4 B e D A ) L AL
MsRie = 7w . BN RFERESREANE, TEARNRFMED I, Meta [BIHS TR MTCT 5
FIE T BER CDA+T B4t B 2 A oG, TS5 RHE o i 2 IEAH DG BT 522 A 4E 1
CDA+T MREAIMI T, SCHRERE R AAHDE, SRMAMSHE R IEM; PTD SEREMME, 5
AR . ZHid HIV fRiZEHA R IEASS, LBW S#IE s R IEMSE, TS BaPus eI r i E. B
T8 43 W S A

L5 LPVIr 76 HIV BRI Lorb BAG SB35 17 RO R I 1 22 4k, (EA3 MK HIV G 4T
PRI LR

PU-124
P X R A H SR S A SR R IR R XL 54

far¥ts 1,55k 2, el
1 AR R A — B2 Be 2. M1 P M N R EEBe

BB AR I 0 78 3 X S0 A A AZ 0 5 Rl 8 2 (A R PR R s

T EEFRRE 2012 4 10 H-2018 4 12 A, WiEERGE 10 KL ER HIV (+) JAIDS &1 451%
I 87 HE NMEEA, W CDA HEUE L AWEYL A (CD4 2100/mm?) 38 #5541 B
(CD4"<<100/mm3) 49 {5, 3% H[E 2 B N B i 18] B3 1) b A5 e 5 WIS 4L P )« A8 #A i L
FHER HIV (=) B aitE g%y B 49 BN IR, Bk 3 B HImK TR (A
PRI I P9 25 WL 55 150D

LR O B e AR BRI T s AR E R, g5 % 00 JE PRI VA AN S
P, HEZAFFANMAMERZRIL; ik B8 ZH 2 0 PROCRE DR U] 3= 238 T LIUIH 25 4% 11 0 W Fnngs 1y =
il A ERZAR XS D s WA B 3 I BT AT B PR . PPD [ PH MR I BB LT X R ; M=
MBS X 2. CT KISERFE SR A TRE MR IR P LBk B M 44 B AZ; XRS50
SO0 A ISR A N G5A% I 2R 2 T e B, TMEEZH A RIS B 825 (-4 FE I e AR 1
KA G2 m T R WA B S IR AN A% I R AR I B i T R, LT A 25 A% R A
G T BRGEAZ VIR A5, IO PE I G %IR8 S M, S E AR BTER AT 11 BH P 2 B iy

£ HIV (+) [AIDS &I 2it% B E G AR RIA IR, JCHIZ R A2 M A 45 -5 /2 CD4
T<<100/mmafryIE A Hh i A% 2 5 A i 7t
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PU-125
WA ER B E MR R AT AR R AR WE R

Tt 2, Tor et
L. PR HHE — B 2,390 A 7 A R

B 7 AR e A PR T S8 B 2 HAART PUIR #9607 IRCR Fe i 2RI, 43 B B 24 7= 46
ioViEPSSES

FiE XS TR 85— N IR R B8 3C840% 17172 B s Ui 296 97 I T 1 48 HAF R 18 % LA
g 367 ] HIV YL K AIDS Bk CDAT Wi fE S4B, tHREHE KT 1000 #
T/ ml IFRAZEAT HIV i 25 5 R BRI 0 A7, FE 2R ITHT CDAYT WhEL4HA/KF JRT7 MR A
G20 ) HAART JRTT HRI & 91 N H P i 2991 Ll gk — 0 Ge it 404

LEEL 86.65% VAT H K —RIGIT TR, 92.37%MIVATT Z ik B FE30H], 7.63% VG T & L
JRER R, 13.89% 16T #H CDA'T #EL4HMIKT 200 Mul, 18 BliGyT & KAMm 28, W& RA
Z 4.90%. [if252H 53EM 250 BAHAE VAT T CDAYT KgAK . Y897 IR W25 4 % HAART 4
7 WAIE) & I B PSR LB 2 Giit22 00, ZERB G .

G50 IWEE A M T2 R PR AR T B BT B, A BURE MO 25 596 T T CD4AYT
LA 1697 &2 HAART A7 3184 55 N B4 2 2997 E A < v

PU-126
The Disease Condition Severity Assessment Scale (DCSAS)
contributes to assess patients’ disease condition with
COVID-19 in the same clinical classification

Lei Zhao,Peng Zhao,Dawei Zhang,Engiang Qin,Zhu Che,Min Zhao,Zhe Xu,Fusheng Wang
The Fifth Medical Center of Chinese People's Liberation Army General Hospital

Objective Retrospective analysis of cases was performed to explorevaluable laboratory indicator
s that can assess the severity of patients' disease and conducted effectiveness testing concomita
ntly for better prediction of the hospital length of stay.

Methods 67 confirmed cases with COVID-19 were collected for analysis retrospectively.Patients’
disease conditions were scored by Disease Condition Severity Assessment Scale(DCSAS) which
designed by our research team. The DCSASwhich designed basing onthe clinical classification in
the Seventh Revised Trial Version of the Novel CoronavirusPneumonia Diagnosis and Treatment
Guidance includes four indicators by assigningone point for each of the following items : T cell
(CD3+) << 690/ul , Neutrophil tolymphocyte ratio (NLR)23.5, Lactic acid=2.2mmol/L and
LDH=245u/L. And the scoresin clinical classification were as follows: 1 point was regarded as
mild cases; 4 pointsas moderate cases; 6 points as sever cases; and 9 points as critical cases.
Finalscores of DCSAS were calculated by the sum of each score listed above. The processof
DCSAS’s tabulation, anchor chart of study design, were graphed. (fig1)

Results Among laboratory findings: NLR, lactic acid, and LDH have a significant difference
between non-severe group and severe group (all P value <0.001). For lymphocytesubsets,
comparing to non-severe group, more patients(9/47,19.15%vs 14/20,70% )had a lower count of T
cells below normal reference ranges. DCSAS has a strongpositive correlation with the hospital
stay (r(95%ClI)=0.87(0.79-0.91), p<<0.0001).

Conclusions T cell (CD3+)<<690/ul, Neutrophil to lymphocyte ratio (NLR)=3.5, Lactic
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acid=2.2mmol/L and LDH=245u/L may be used as indicators of extremely severedisease
condition, and these indicators can be used as predictor for diseaseprogression of COVID-19.
DCSAS may be a more accurate instrument to assess

patients’ disease condition.

PU-127
ZEEH 2013-2015 £ HIV-1 THA S RIGEKAR

M gE L2 2R
1LEFE LR RE 2. R BER 5 — MR B bt

BE THsmE HIV-1 R ABYUREIRIT EM 2 RAEEDN, 2T amEa HIV-1 IS i 2
AN R AR R WA ERGRIT SR, NEFamME HIV-1 258576 TAERMER 5
I o

FiE KA EEPEAG v, ERRARPURERITEE RS9 H, X 20134 1 H 1 H-2015 4F
12 A 31 H=MAEZPURERIRIT 30 N, HAART JR7 L 6 S H s N7 b, B
Giit M ¥R A SPSS20.0 Fiit2r it

G LRI HIV-1 252K A 5956 Nk, Wonf 2388 AfifZy, LA 2015 FJ4aH RGBT AL
(67457) RHEL, IHEAR S MEAETURERIT AR 25 K A% 3.54% (2388/67457) . %K
SO SEFEANHEIFR (NRTD o SRR L SEEEDHIR (NNRTD & ABEIHIF (PD i 2558
AR RN 46.27% . 89.53%. 12.10%, NRTI ¥ WA f7 & M184V (32.58%) . K65R
(6.74%) . D67N (6.07%) . K70R (5.28%). A62V (4.65%);: NNRTI ¥ W 5848 fi7 i &
K103N(34.79%). V179D (14.41%). G190A(12.39%). Y181C(12.14%). V106M(7.29%); PI %
A s L33F (1.21%,29/2388) J&%, H'EILH M461(0.42%, ). 154V(0.29%, ). logistic [
SRR VRIT 7% 3TC+TDF+LPV/r (P <0. 05, OR {E=0.176) ZTiFimt 24P K2, M
J7 7% 3TC+AZT+NVP (P <0. 05, OR {fi=2.445) . ZHiF&# (P <0. 05, OR {i=5.905) X
i —H RARMR (P <0.05, ORH=149.070) & 25K EMGERIF R . i 2 8 & 347 Ik AR b
Vi, HEHRTRG 1 F. 24, 34F. 44EK CDAT i H A BUNI 2511 241 Nl 5] ETHE
291 Myl 360 M ul. 423 ANul. 478 ANul,  HIV R 3 B HIHIR 25008 79.16% . 87.33%.

93.12%. 92.55%, H.HH# A 3TC+TDF+LPV/r 5 EIGEIT/EI CD4 EJF. VL FREAET HAb )y
£

2 ~mE HIV 80k 20T /KT (<5%) , PLAEZAF SO SR REHI57 (NNRTD i 255¢
AR NN 255, AR BT B VR IT R RN 5E R IR 2GR N T UE I aE ) A A
3TC+AZT+NVP 697 77 R U KA I OB B MR s (VLB L, KRR HIV ity . &
WAE —SEANGRAT T 24 25 DR AR Ao ) s s 245 Al &5 SR AN e S B 15 B ) X, I IR 8 L8 R AR TN 2453

TEINGRR 2L IRTIR R, M7 24y STC+TDF+LPV/r SKAIH] HIV R FE R & H), Bk
2N 24 A A X 243 1 HE 3

PU-128
HERRX RS 8 HIV-1 gp120 SRR R H R

TIAKGA 150 2 MR A T TR 8 AL 3
LARREEARIR S 2 W r KD i85 — BRI 3.4 i DR AH K 2 o AT LR

HE FRHE#ZE (GL) % RS & HIV-1gp120 1545 K BLCo LR 2508 S L] .
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PERFRE+REENER. REFRXFEARARI WL

Fik 4 B SD KR 48 1, 43 4 41(n=12): CON 4. gp120 4. 50mg/kg H Hift KR4
(gpl20+GL50) . 100mg/kg HHE# =Ry'4 (gpl20+GL100) . CON 4K JEF kLS NS
(50ul/kg) , R NS (0.Aml/g) #H 1 & Ha 3 ARREFFKES RS & HIV-1gp120
(50pg/Kg) , H gp120 444K NS (0.1mlig) #H 1k, gpl20+GL 50 /% gp120+GL 100 41
535 50, 100mg/kg HHEFRER 1 K. id KRMAE, %5 42 K. SFHRRRKRGZA)E, 5%

12h, MERSRREE, o0 =4S NOR R A O =R 1o i i 3h 71 %48 4s (HR. LVSP. LVDP,

LVPdp/dtmax ) ; i 3 2 bk B i 0 fo g PY 3 ( TG. TC. LDL-C. HDL-C) . % it H ik
(GSH) . HEMLYBLEE (T-SOD) . GSH BN HEE (ALT) . HHEEZEM (AST) . CK
(BEFRISES) « LDH (ALERMARE) ; BUOILHZIN GSH. Na+-K+ATP B, ALT. AST; HE %
R EL O Z 45K, Masson Ge ol 220 (LA 2R - 44k 1510

5B 5 CON ML, gpl20 HiAEMK L (p<0.05) , AO=HAWRLEEE . &F5KEE T (p
<0.05) ; Ifig LDL-C F}7& (p<0.05) . HDL-C F[% (p<0.05) ; IfliE GSH &M (p<
0.05) . OHLEF CK. LDH & (p<0.05) ;5 OHLAZ ALT. AST. GSH & & (p<
0.05) ; LAIHL HE et M WONLE4EK . HEFIZEL, RIE4MIZNE; Masson Heta Wl g2 il
OIVHL R R AT YEI %

5 gp120 AHAHLE, GL (100mg/Kg.d #H) THURBRAAEIE N> (p<0.05) 5 FEACHEE SRS
FetyE e s B (p<0.05) ; Ififif LDL-C{& (p<0.05) . HDL-C Ff (p<0.05) ;

& GSH = (p<0.05) , MKCLWIEE CKFH A (p<0.05) ; LIIHZ GSH. Na+-K+ ATP [if
MR (p<0.05) , ALT F1 AST iGN (p<0.05) 5 O WIHLG R LF4E/>, HAl gL fbein
E# .

g KREE TS R5 A HIV-1gp120 (50ug/Kg) 1EH] 6 fi, SR RAERE. ColFdisr ik ol
AE T BE. MR MG PUERE IR HEEEER (100mg/Kg.d) T AT 47 K 5k E 3 K
RACH AT IE S, DR RO ILTIRE. AR, 4544,

PU-129
COVID-19 Z L& X N-/O-FEEALAL =
AU EE 5 R R AN BRI A X

FAEAR, L TR R 4, B
HAREE AR S R AL BT IR BE B

H i 817 COVID-19 ¥ 8 52 A 45 & X 48 N-/O-EHEHE SEA A i FRAF ] RE 7 o

i EILERF A EE X SR A Clustal Omega (v.1.2.4), %% B AERIME . N-BEIEAL AT S T %
Fi NetNGlyc 1.0 server; O-#iFEALA7L A TNK H NetOGlyc 4.0 Server .

G @, RPiEE COVID-19 S HEEREA 22 > N-HEEALAL SR 34 O-FEE AL AL . Horp
H 24 N-FEREAL S E ARG G X, %A O-PEIMLA SFEZ R4 & X, XHEART SARS
e M L ACE2 N2 R i el IR 85 o 5 AR IRAT il R 25 /7 SIAR L &, (HANBL ACE2 N
IR EEAH L, COVID-19 ZARS,E A XA 5 1) N-/O-HE AL AL 55 .

g8 FATE F AT I COVID-19 52k 4h & X 48, N-/O-# AU AL £ 5 & 7 PR 2 (A 4775 B 2
ANFE e FRATIHEMX R A A 7] GEAT COVID-19 F B SRR B0 A 9%
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WIOLHR FEEFLE+REBNER. RERFXZERARI

PU-130
3 kTR B E S BT B MR RS Z IS PR FHIE 53 4

PN ZE PN, TKA 5 X UARLE, VL, 55 R L, R, R, i P R 2, e it
A ARG R A G

HE B BAAARZ 1 HIV BG 76 3™ B e B 5 415 DA 300« IR NBER A
T TR IR e 1) RIS s v o AEL T S3995 6 20 AT TR I B R AIT T 2l 0 I 28 R 3 T I PR A
TE 3 W B R TR R S 2 T

Fig EEEREE E 2015 £ 1 A F 2019 F 12 ALE LA I DA IRR A Ot i ukm B
S MR AT . AR N PR ABC IR 2R 2 48 /NN AN E I 4.
PERIAIAR . MAEE. A& BERENEEATIEE, HXEE 3R 2 W 400 e fe it
ITHIIEE, IS FRFR A BACTEC MGITI60 R 41555, 35 F2BH I i k6 i 5 52 e v b J2 15
177 MPB64 HUEAMHT 705, LL MPB64 5 P& H e a5 P s B e Ak 4S
B E . tFERESRH M (P25,P75) £ox, 4R ELECRAMARLE (Mann-Whitney) ;5 it
o R LM E 4y tLERoR, A LSRR 7RISR . BL P<<0.05 NZE S A it E Lo

GERL 3T 252 By BT B IR P s (BB 234 4, Ltk 18 61D , Hirh X NS T
H 90 Bl; AL BATEE 141 B, FA 21 BIES SR, G50 HAF B I i B G o o e
38.5 %, ALK KT B MR b AL AR RS 36 % . W2 FRE AR /KT A DI T G it
X EM. WHBE WA, PR & 28 A KR CD4 i85 HfF 4R
ZE TS HATHEA (5.6 v.s4.0; 45v.s3.0; 93v.s85; 17v.s7) ; I AHEAKFMLE#
HEFRT ALY (27 v.s 30)

g5 G R I BRI IR, 4B e T RE AR AR R o A T A% o BN A IR
YL, ARSERZ S AT B L0 J 6o I 40 P 7 S 52 B K
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